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| am thankful to ALLAH who helped me write this a 
book will provide FCPS part Il candidates most useful and up to 
guide, as no book was available in market for theory and Toac 


8 
d : When | 
appeared in FCPS part 2 exam, | found collection and Solving past 


consuming process therefore | compiled this book for FCPS part Il candid k 
hope my work will enhance your understanding and Provide yoy maximum 5 
benefits 

| have made my full effort to include right and relevant Material and make 
the answers precise and comprenensive in this book but man is symbol of 


mistake so | would like to invite positive criticism and Suggestions regarding this 
leagues and doctors that would help me to improve 


book from my readers. co 
second edition 


v 


PREFACE TO 2"? EDITION 
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This is a matter of great pleasure that this book has portion of TOACS 
examination pool along with some important topics like Hepatitis B,C,DM and TB 
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A new section is included about history taking skills to communicate the 


patient in Urdu language which will help you a lot in preparation of long case. We 
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TOACS scenarios 
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Q.1) A 14 years Old scho i 
vision in her right, eye, Sho ا ا‎ 


Her 4 g/dl, WBC 1300 [ 
proteins and few RBCs. 3000/cmm, ESR 40 mm/1* hour, urine DR Shows free 


Answer: 
a) Diagnosis: 
* Infective endocarditis with embolization 
b) Investigations: 
e 3 sets of blood cultures one hour apart before starting antibiotics. 


65%; it cannot reliably rule out endocarditis but may confirm a clinical suspicion. 
sensitive in detecting vegetations 
and is particularly useful for identifying valve ring abscesses. 


e Chest radiograph may show evidence for the underlying cardiac abnormality 


C) Loss of vision: : 
* Loss of sight is due to embolic phenomenon causin 


d) Important drugs: 
She will be started on empirically antibiotics before blood cultures reports are 


g blockage of retinal artery 


available à p 
Injection Vancomycine 1 gm IV BD plus and injection Ceftriaxone 2 gm 24 H will 


be started 


Q 2: A 20 years old malẹ presented with mamni M Hie ede oed 
iste ial thma. On examination he was 1 

Utica fal ot ga the body. Respiratory rate 30 b/min. Dn hs ک0‎ 

bronchospasm with scattered coarse crackles. His chest X ray ٤ | 


bronchiectasis and infiltrates in both lungs. 


i i i is? 
a) What is the most likely diagnosis? — 
b) What six investigations would you like to carry out? 


c) How will you treat this patient? 


Answer: ° 
a) Diagnosis: A 7 
) e Churg Strauss, Syndrome (Eosinophilic granulomatosis 
e (In ABPA bronchiectasis is central, rash also favours 
b) Investigations: : js 3 
» CBC: Peripheral eosinophilia greater than 1500 cells/me| 
109/L) or greater than 10% of peripheral WBCs is the rule nis 
* Lung Biopsy: The diagnosis requires demonstration of hi 
including fibrinoid necrotizing epitheliod and eosinophilic granum dt feat 
e P-ANCA positive in 50-65% casés. : 
e IgE levels may be raised Y 
ESR and CRP are usually raised in acute settings, 


Urine examination and RFT to look for renal involvement, 
c) Treatment: 


With polyan 
0 
Churg Strauss ا‎ 
: ) 
L (greater tha 


LJ 

Nebulization with Ventoline and Ipratropium. 

Chest physiotherapy to clear secretions. 

Oxygen via facemask if hypoxemic. 

Antibiotic cover preferably flouroquinplones. 

IV methylprednisolone followed by oral prednisone eight 

per day initially, tapering slowly to alternate-day therapy over 3-6 months) is th 

corticosteroid of choice; in granulomatosis with polyangiitis. : ^ 

* Cyclophosphamide (1-2 mg/kg ideal body weight orally per day initially, w 
dosage adjustments to avoid neutropenia) is given until complete: remissior 
obtained and then is 


Slowly tapered, and often replaced with methot 
azathioprine for maintenance therapy. 


(1 mg/kg ideal body 


0.3۸60 years ‘old presents with ‘pain over both iliac crests for t 
months. She had been taking ibuprofen to ‘relieve this. pain «on, an 
basis. More recently she had been complaining of nausea, abdominal 
constipation and polyuria. In the last week She had noticed a prog! 

A vision in her left eye. : ; : 
تہ‎ ems Sodium 134 mmol/ l; Potassium 4.9 mmol/l, Urt 
٥۰2.3 mg/dl, Album! 24 gll, i Plain : 
Shows fecal loading. . ide یں‎ i 


a) What is the composite diagnosis? 
b) other tests would you carry out? 


isthis woman losing vision in her left eye? 
changes do you expect in this Patient? 
‘Our prognostic facto 


E 
* 
4 


rs in this patient? 


Short Essay Questions 


* Multiple Myloma with Hyperca cemia, Am H 
i : à 4 ۱ ta, yloidosis and yperviscosity syndrome 
* On’ CBC Anemia is ne i Y 5 2 [e] S nor 
arly universal. Red bl gy 
i ; i ood cell mo hol normal, but 
rouleaux formation کا‎ common and may be marked. The neuti opi and piste 


e finding of pa i 5 i 

oe l ۱ Paraprotein on serum’ or 

en of oes (PEP) or immunofixation electrophoresis (IFE). "The 
nts will have a. monoclonal spike visible in the gamma- or beta- 


1 کور دا‎ pe IFE will demonstrate ihe light chain paraprotein. Overall, the 
mel BE g> (60%), IgA (20%), or light chain only (15%) jn multiple 

x e remaind $ 
gammopathy. ander being rare cases of IgD, IgM, or biclonal 


. e bone marrow will be infiltrated by variable numbers of monoclonal plasma 
cells The plasma cells may be morphologically abnormal often demonstrating 
multi- nucleation and vacuolization. 


e Bone radiographs are important in establishing the diagnosis of myeloma. Lytic 
lesions are most commonly seen in the axial skeleton: skull, spine, proximal long 
bones, and ribs. 


e In the evaluation of patients with known or suspected multiple myeloma, 
Magnetic resonance imaging (MRI) and positron emission tomography (PET) 
scans visualize disease more effectively than plain radiographs. 

c) Cause of vision loss 
* Retro orbital amyloid deposition/Hyperviscosity 
d) ECG changes: 

e Low voltage ECG 

e Conduction blocks 

e Pseudo Q waves 

e) Prognostic Factors: 

e B2 microglobulin greater than 5.5 

e Albumin less than 3.5 

* Renal involvement 

e Hypercalcemia ۱ ' 

* Bony involvement (are poor prognostic factors) i 


Q.4 A 60-year-old female presented with long € | — we inerti , | 
pains. Recently she, has.daveloped more over she has lost 8 Kg. weigh She | 
i f loose stool o! j ید‎ 
ase xao analgesic NSAIDs, and herbal Mage es ۴ ! she has 
Short stature, height 150 cm with 890 r stoma d bony te 
Abdominal examination was unremarkable. 


Blood examination showed Hb 9.9 gig a 
film shows Howell-Jolly bodies, وہ‎ MCV of (167 fi) 
phosphate was 300 iU/L. AST 20 IU/L with, Bilirubin of” 

a) What is the most likely diagnosis? Give justifications 2 
b) How will you confirm your diagnosis? £ 


c) What are the reasons for anemia and Howell-Jolly bodies? 4 
d) What three long-term complications can occur in this pati E 
Answer: 


a) Diagnosis: 


* Celiac disease with Osteomalacia and other nutrients 
* Because she having history of loose motions. Short stature we 
nutrients deficiencies of calcium causing Osteomalacia, folic ad kss a 
causing anemia and increased MCV due to malabsorption لے‎ 

b) Confirmation: ; 


* IgA tissue transglutaminase (IgA tTG) antibody, which has 95% 
95% specificity for the diagnosis of celiac disease. An IQA level 
Obtained with a negative IgA tTG antibody. 


* Endoscopic mucosal biopsy of the proximal duodenum (bulb) and ds 
duodenum is the standard method for confirmation of the diac p 
endoscopy: atrophy or scalloping of the duodenal folds be observed 


* Histology reveals abnormalities ranging from intraepithelial lymphe 
to extensive infiltration of the lamina Propria with lymphocytes and 
with hypertrophy of the intestinal crypts and blunting or complete loss 
viih 


Short Essay Questions 
5 EA 5 
d) List four complications that can occur in this situation, 


Answer: 
a) Diagnosis: 
e SAH 
b) Investigations: 
۰ کا ات امھ‎ performed immediately to confirm that hemorrhage has occurred 


search for clues regarding its source. It is it i 
S re preferable to MRI because it is 
faster and more sensitive in detecting hemorrhage in the first 24 hours. 


e CT findings sometimes are normal in patients with suspected hemorrhage, and* 
the cerebrospinal fluid must then be examined for the presence of blood or 
xanthochromia before the possibility of subarachnoid hemorrhage is discounted 

e Cerebral arteriography: is undertaken to determine the source of bleeding. In 
general, bilateral carotid and vertebral arteriography are necessary because 
aneurysms are often multiple, while arteriovenous malformations may be 
supplied from several sources. 

* CT or MR .angiography may also be revealing but is less sensitive than 
conventional arteriography. 

c) Management: 

* He will be confined to bed, airway will be secured, advised against any exertion 
or straining, treated Symptomatically for headache and anxiety, and given 
laxatives or stool softeners. 

e Head side will be elevated. - 

e The systolic blood pressure should be lowered to 140 mm Hg until the aneurysm 
is secured. 

e Injection Manito! will be given to decreased cerebral edema and tablets 
Nimodipine 60 mg 4 hourly for 21 days will be started. 

* He will be hospitalized for at least 14 days to monitor, prevent, and treat 

vasospasm. 3 

The major aim of treatment is to prevent further hemorrhage. The risk of further 
hemorrhage from a ruptured aneurysm is greatest within a few days of the first 
hemorrhage. 

Definitive treatment, ideally within 2 days of the hemorrhage, requires surgical 
clipping of the aneurysm or endovascular treatment by interventional radiologists; 
the latter is some- times feasible even for inoperable aneurysms and has a lower 


morbidity than surgery. 
d) Complications: 4 " 
* Hemiplegia or other focal defect 
* Acute hydrocephalus 
Renal salt wasting syndrome 
Hypopituitarism 


6 > 


Q 6. A 48 years old vetenary surgeon presents with 
associated with sweating at night. He has lost 4 kg wi eight 
addition, he complains of headache, back pain and arth 
cervical lymphadenopathy and splenomegaly. He has ا‎ & N 
months ago, that lasted for four weeks and he recovered s. 9písode of te 
On investigation Hb 10.5 g/dl, TLC 6000, ESR 45 mm at سس‎ " 
normal. and chest 

a) What is the most likely diagnosis? 

b) Enlist four other possible diagnoses. 

c) How will you confirm diagnosis? 

d) How will you treat this patient? 

e) Enlist four complications that can arise? 


sex Weeks. 


Answer: 
a) Diagnosis: 
+ Brucellosis 
b) Differentials: 
e TB 
* - Lymphoma 
٭‎ HIV 
* Histoplasmosis 
c) Diagnosis confirmation: 
* Theorganism can be recovered from cultures of blood, 


bone marrow, or other sites. Cultures are more likely to be 
cases 


The diagnosis often is made by serologic testing of bruc 
or PCR d a 1 
d) Treatment: 


^ Ex 
یت‎ regimens are not recommended because the re 


regimens of two or three mo 
S0 molday ray 6 waka) pu 7 
| once daily for 7 days) have the 
Py may be required to preve 
سا‎ te 


* 


k 


Short Essay Questions 


Q 7. A 55 years old enti 
ini dlechergad from medical i 
diuretics, eta-blocker an 
examination he was » cin deo etc., readmitted in State of drowsiness. On 


US Causes of oliguria on investigations? 
in management? 
Answer: 
a) Causes of oliguria: 
e Hepto renal syndrome 
e ATN ; 
e SBP 
b) 
In HRS Proteinuria is less than 500 mg/day, no USG evidence of obstructive 
uropathy or intrinsic Parenchymal disease, urinary sodium is less than 10 mEq/L 
and urine osmolality is greater than plasma osmolality. 


e |n ATN urine examination Will show muddy brown granular casts, fractional 
excretion of sodium is greater than 2%, urine osmolarity is less than 350 and 
urine sodium is greater than 40 

* IN SEP ascitic fluid examination will show PMN count grater than 250 cells / uL. 

c) Management: ; [ 

e Hold diuretics as patients is in encephalopathy 

* Diagnostic ascitic tap done and IV antibiotics started for SBP cover. 

* Plasma expansion is done with 1.5 Liter of fluid to rule out prerenal cause — ^x 

* For HRS Terlipressin and albumin is started and considered for liver 
transplantation po - 

* For ATN hemodialysis is considered and any nephrotoxic drug 

* Lactulose enema, oral lactulose and Tablets. 
encephalopathy. l 

* After improvement of encephalopathy large volum 


preg an comes to ER with 
(500 ipie urs ago. She is fulh 


a Mechanism of Toxicity: | m. 
) . After absorption, It 8 metabolized mainly by glucuronidation and sulfation 
small fraction metabolized via the P450 mixed-function oxidase system (QE th 

a highly toxic reactive intermediate 7 


This toxic intermediate is normally detoxified by cellular glutathione. 


With acute acetaminophen overdose (greater than 150-200 موہ‎ 1 
an average adult), hepatocellular glutathione is depleted end a ; 
intermediate attacks other cell proteins, causing necrosis 


D with enhanced P450 2E1 activity, such as tho: " 
: ancy and patients taking INH, are at incu Mo ically 
hepatotoxicity. E 
b) Complications: 
e Fulminant hepatic failure 
e Acute kidney injury 
e Metabolic acidosis 
٭‎ Hypotension 
Seizures 
Bleeding 
ral measures: 
Pass NG 
Gastric lavage is done 
Administer activated charcoal 
IV fluids - 
Avoid hepatotoxic medications 
- Anti emetics for vomiting 


is safe in pregnancy (category B) 


ort Essay Questions 


) Steps for glucose control 


* Patient education reg 
* Diet control with decr 


* Weight reduction 


arding nature of disease 
ease carbohydras and saturated fats 


* Regular exercises 


$ © re ore 
C pma © oral therapy if not control then start insulin 
* BP control with ACEI or ARB 
b) Now drugs 


* GLP1a ists: x 
os pes ipd mechanism is that Oral glucose provokes a threefold to fourfold 
This is 26 ا‎ than an equivalent dose of glucose given intravenously. 
ےا‎ Ne he oral glucose causes a release of gut hormones, principally 
polypeptide (GIP1) th isi (GLP-1) and glucose-dependent insulinotropic 
effect" of GLP- 1 at amplify the glucose-induced insulin release, This "incretin 
secretion (but not GIP1 secretion) is reduced in patients with 
type 2 diabetes and when GLP-.3 is infused in patients with type 2 diabetes, it 
k stimulates insulin secretion and lowers glucose levels. Example is exenatide 
xt given S/C 
* DPP-4 INHIBITORs-An alternate approach to the use of GLP- 1 receptor 
agonists is to inhibit the enzyme DPP-4 and prolong the action of endogenously 
released GLP-1 and GIP. Four oral DPP-4 inhibitors, sitagliptin, saxagliptin, 
. linagliptin, and alogliptin, are available 
c) Goals: 
٭‎ BSR control with aiming HbA1C less than 7.0% 
Micro vascular complications prevention 
Macrovascular complications prevention 
e Preventions of hypoglycemic episodes 
e BMI less than 35% and BP target 130/80 mmHg 


d) Follow-up 
e Fundoscopy annually 


*  HbA1C after 6 months x 
=. Urine examinations after 6 months for proteinuria 
LJ 


Serum creatinine after 6 months 


D 


Q.10 A 20 years old boy presented with low backache of 2 years eme He also 
J history of redness, itching and watering of the eyes for the * A 
I has pain in the right knee and left elbow. His elder brother having 
E aada bowels or urinary symptoms. 


۱ problem. There are no ole or eS ; 
1 nremarkable except for restric : 1 apine ۱ 
D. : likely diagnosis? Give four differential diagnoses. b) What four 1 


would you look for at this stage of the disease? 


wer: 


c) Investigations: 


d) Management 


e Ankylosing spondyli 


Complications: 


Wisdom Series 


vestigations to confirm your diagnosis. 


f management. 


ive four steps o 


ith peripheral arthritis "‏ وس 
E enteropathic arthritis and SLE‏ و 


Differentials are RA, reactive 


Anterior uveitis 
AR 

Enthesopathy 
Peripheral arthritis 


On CBC, Anemia may be present but is often mild. RA factor and ANA will be 


atv 

ad B27 is found in 90% of white patients and 50% of black patients 
Ankylosing spondylitis 

Radiographs of sacro- iliac joints. In the first 2 years of the disease process, 
sacroiliac changes may be detectable only by MRI. Later, erosion and sclei 
of these joints are evident on plain radiographs; the sacroiliitis of Ankylo 
spondylitis is bilateral and symmetric, Inflammation where the annulus fi ١ 
attaches to the vertebral bodies initially causes sclerosis ("the shiny corner s 9 
and then characteristic squaring of the vertebral bodies. 

The term "bamboo spine describes the late. radiographic appear: 
sp'nal column in which the vertebral bodies are fused by verti 
bridging syndesmophytes formed by the ossification of the annulu: 
calcification of the anterior ana iateral spinal من‎ Fusion o 
facet joints oí the spine is also common. 


X rays of left knee and right elbow E 
NSAIDs remain first-line treatment of Ankylosing spondyli 
radiographic progression of spinal disease. 
TNF inhibitors have established efficacy for NSAID- res 
responses are often substantial and durable. Etan 
Once a week), adalimumab (40 mg subcutaneo 
n» other month by intraven 
y once a month) is reasonable ! 
SAIDs. | 


Short Essay Questions 


ided weakness for one day, She had 


" : n examinati mb 
egular. Pericardi. PNIS 

ple چم‎ 7 al examination revealed variable i eie e ric 

s astolic murmur at تل‎ ntensity of first heart sound 

2) List two possible diagnose i 


: s. 
5j How will you investigate thi i 
: - چیا‎ S patient? 
c) How will you cl ; r 
o yot clinically differentiate two diagnoses? 
nswer: 
Diagnosis: 
* Left atrial myxoma with emboli 
٭‎ infective endocarditis with 
mitral stenois 
b) Investigations: 

ECG to. look for atrial fibrillation, P- mitrale, right ventricular hypertrophy.‏ ٭ 

CXR PA view to look for Straightening of left heart border, kerley B lines, double‏ ٭ 
heart border. E: :‏ 

* Transthoracic Echocardiography to confirm left atrial myxoma or in case of MS 
look for LA size, thrombus in LA, mitral valve area and morphology and to see 
any vegetations, abcess. 

* CT brain will show infract in terrority of Left MCA. 

3-set of blood cultures 1‏ ٭ 

ESR, CRP will be raised; CBC will show leukocytosis in case of Infective carditis. 


ù p 


c phenomenon leading to CVA 
embolic phenomenon leading to CVA with underlying 


c) Difference: 


« in case of atrial myxoma early diastolic sound called a tumor plop is heard. 


nation may reveal cyanosis, petechiae. Patients 
ee Me. m myxoma in breast, skin, thyroid or neural tissue and spotty 
pigmentation such as lentigines. 


i ore ۷۷ i x beat, opening snap, mitral 
. S with I.E there will be tapping ape 
Hiep s hemorrhages, janeway lesions, nail fold infarcts. splenomegaly 


Roth spot, Osler nodes, and subconjuctival hemorrhages. 


its to you with cough, hemoptysis 
Q.12) A 25 year old medical student presents y 


of passing 
. She also gives history a 

es) "sis looking and pale. Her feet are swollen. BP There‏ سے 

are scattered crackles in the chest. 

ae ith findings you ex‏ ہے 

b) Give «ix investigations siong 0 iind "e: 

c) Give three steps of manag 


Answer: 


12 Wisdom 


a) Diagnosis: . 
» Goodpasture Syndrome 


b) Investigations: 7 
í * CXR PA view to look for infiltrates 


e Complement levels are normal i 

e C-ANCA and p-ANCA are negative 
e ASO titers will be normal 
۰ 
E 


پک 


Microscopic hefnaturia is usually present on urine examination. 

The diagnosis is based on characteristic linear IgG deposits detected 
immunofluorescence in glomeruli or alveoli on biopsy of kidney, ( / 
e The presence of anti-glomerular basement membrane antibody in serum. 

c) Management: : 

e Combinations of immunosuppressive drugs (initially methylprednisolong, 3 
mg/kg intravenously over 20 minutes every other day for three doses, follo 
daily oral prednisone, 1 mg/kg/day, with cyclophosphamide, 2 mg/kg orally p 
day) er 
e Plasmapheresis has excellent results in acute settings. 


Q.13) A 45 years gentleman presents with unilateral exophthalmos, | 
occasionally complained of headache of diffuse nature. His mothe 
hypothyroidism. Other examination reveals pulse of 90/min regular, no t 
were illicitable and thyroid gland was of normal size. 4 


a) List sex conditions you will consider in differential diagnosis. 
b) List six investigations that will help in diagnosis. 
c) What is the most common cause of unilateral exophthalmos? 


Answer: 

a) Differentials: 

Thyroid orbitopathy 

Orbital cellulitis 

Pseudo tumor 

Mucormycosis — 

Lymphoma i ‘ 


iy vu. 


ve 


Short Essay Questions 


e Thyroid Orbitopathy 


i e 
commending statin thera, 


Answer: 
a) Raised ALT causes 
e Statins use 
e Alcohol 
e NAFLD 
b) Diagnosis: 
2 ART 
amine EL obese, alcohol use is less than 14 units per week 
c) Management: ۰ 
۰ Treatment consists of lifestyle changes to remove or modify the offending factors 
Weight loss, dietary fat restriction, and exercise (through reduction of abdominal 
obesity) often lead to improvement in liver biochemical tests and steatosis in 
obese patients with NAFLD. 


e Loss of 3-596 of body weight appears necessary to improve steatosis, but loss of 
at least 1096 may be needed to improve necroinflammation and fibrosis. Exercise 
may reduce liver fat with minimal or no weight loss and no reduction in ALT 


levels. 


fat content in patients with NAFLD and type 2 diabetes mellitus. 
e Thiazolidinedione reverse 


Med reduces insulin resistance, improves abnormal liver 


* Metformin, which 
chemistries but may not re 


* Pentoxifylline improves liver 


liably improve liver histology. 


rate of side effects, particularly nausea. PRR E 2 
ients with NASH but may be 


i i n E. 
mbination with vitam! 01,0 7 


i i - /kg/day, ha 
* Ursodeoxycholic acid, 12 15 mg i 
RE Li and histologic improvement in pati 
i iven in co i 
d efie E is indicated in appropriate C 
cirrhosis caused by NASH. 


sents with a o 
Q.15) A 30-year-old eir anterior thigh pal 


limb weakness and a d ps i 


Resistance training and aerobic exercise are equally effective in reducing hepatic 


insulin resistance and improved both serum 
aminotransferase levels and histologic features of steatohepatitis but lead to 


biochemical test levels but is associated with a high 


ne week history of progressive lower 
n, now complains of breathlessness. 


_- = 


14 
Examination reveals flaccid grade 2 paraparesis and non-responsive 
no sensory level on the trunk. 


osis? 
e) Anda se [ipn ® of shortness of breath. 


- hysiological studies reveal? 
hat will the neuro-p 2 
4 tion three bad prognostic indicators. 
e) Enumerate three causes of death. 


Answer: 
a) Diagnosis: 
. GBS 
b) Causes of SOB: - 
« Respiratory muscle involvement 
+ Aspiration 
« Due to arrhythmias cardiac dysfunction 
c) NCS/EM x 
* Will show nerve conduction slowing, prolonged distal latencies, absent F way 
conduction blocks 
d) Bad prognostic factors: 
* Preceding GI illness l 
» Poor upper limb strength E 
* Hospital stay greater than 11 days or need or need of Vent 
e) Causes of Death: 
* Respiratory muscles involvement 
* Aspiration 


* Arrhythmias due to autonomic dysfunction 


Q.16) A 50 years old laborer while busy in road constructi 
0 1 
nausea and became confused, irritable and started vom ak 
j pus Baron. severely dehydrated, temperature 41C, hot 
à , Res 
ole 20 piratory rate was 25/min and neurological 


à) What is your diagnosis? 

" Eo Six investigations you would like to do 
] six complicati : 

Eon plications that may occur. 


ur important Steps in management 
Answer: 
4) Diagnosis: 


Short Essay Questions 


* PT/APTT may be derarangeq 
* Serum ALT and AST are raised 


* Serum electrolytes 

* Serum lactate levels ma 

e CK levels are usually. rai 
c) Complications: 


* Hypovolemic or cardiogenic sho 
coagulopathy, acule 
rhabdomyolysis, Seizu 


Ck, metabolic abnormalities, cardiac 


> arrhythmias 
respiratory distress syndrome (ARDS) 


, hypoglycemia 


d) Management; 


* initially, the patient's ABCs (airway, breathing, circulation) must be addressed 
and stabilized, and then treatment is aimed at rapidly reducing the CBT (within 1 
hour) while Supporting circulation and perfusion. 

E Monitoring includes vital signs, temperature, pulse oximetry, and cardiac rhythm 

* Oral or intravenous fiuid administration must be provided to ensure adequate 
urinary output. Fluid Input and output should be monitored closely 

* Evaporative cooling is a noninvasive, effective, quick and easy way to reduce 
temperature. This method is done by placing the undressed patient in lateral 


ive-based cooling involves cool fluid infusion, gastric or bladder lavage, 
ý hors سے‎ into ice water or cool water. lcepacks are most 
effective when covering the whole body, as opposed to the traditional method of 
1 axilla and groin. 
. a heat exchange catheter systems as well as اد‎ using 
cold dialysate (30-35°C) have been successful in reducing CBT. 
* Shivering must be avoided because it inhibits the igh n " cooling by 
increasing internal heat production. ide a hes Bite enc 
Shivering including jr daa RUP opioid analg: , benzodiazepi 
ick-acting anesthetic agents. 
a c is recommended to prevent cutaneous vasoconstriction. : 
Skin massage s i have no effect on environmentally induced 
Antipyretics (aspirin, acetaminophen) 


indicated. 
ia and are contraindicate 
سر‎ d be continued until the CBT drops to 89°C. 


ith backache, weight loss and 
pu deri dim for recurrent ulcer, He is on 


Q.17) A 65- year-old mi 
the past he has a partial gastre 


rs. Clinical examination reveals 
ea 


in aortic area 
aspirin for last ajsction systolic murmur 
fibrillation, 1/6 


oft righ 
je is tender and has eee d. 
The left testicle mol/L, K 3.2, Urine: 4 1ء‎ 
a ESR 70 mm, Na 2 t Give justification and ne w you confirm jg d 
a) What is the ipea e i of hypernatremia ال‎ cocele 
: in this 
5j What are the PE ions you expect 
complica’ 
c) What other C 
answer. d i 
a) Lagnosis: Cell Carcinoma because history of weight loss, hematuria, renal 
. Rena E š polycythemia and left varicocele ] 
—— confirmed by USG abdomen, CT/MRI abdomen and biopsy 
. kwi 


" 


d) 


Hypematremia may be due to Cushing syndrome which is associated with i 


Lef testicular vein open in left renal vein; and thrombosis of renal vein 
varicocele 


c) Complications: 
e Gastric ulcei 

e Hypercalcemia 
PUO 


Q.18 A 20 years old male soldier presents to emergency department coi 
of a 3 days history of dark red burning rash on his legs. The p 
developed a sore throat and a scratchy voice the day before presenti 
taking no medication, has no allergies and has smoked 
the past five years. On examination he is a 
blanchable macules 
+*+, protein ++, blood 20050 R 


io profile: PT 12/35, APTT 25/55, ,08, 
نہ سے نسح‎ 55, INR 1,08 


Short Essay Questions 
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* To date, no form of thera 
py has been fo 
Schonlein purpura (HSP) to any signiioantcestes ne e 


* Therefore, treatment remai i 
j ns prim 
understanding that HSP'is a یں ا‎ i TEE 


* SoH 1 
> 5 sao Mec. 0ئ‎ adequate hydration is ensured and follow-up 
i , every other week for thi 
monthly thereafter until abnormal urinary findings subsides m n E 


His fluid and electrolyte balance sho 
: uld be monitored, salt intake 
si iic and antihypertensive should be prescribed when needed T 
arious drugs (eg, corticosteroids, azathioprine, and cyclophosphamide) and 


Plasmapheresis have been us nt ren 
3 ed to prevent renal di from Ti 
i vitas ۲ isease from progressing. The 


* Hemodialysis if severe kidney dysfunction develops. 


n‏ ڪڪ 
o $ aa years old male was diabetic on Metformin and Glibenclamide presented‏ 
at -M. with seizures and frothing from mouth. Pulse 104/min, BP: 170/110‏ 
mmHg with no focal neurological deficit. Serum glucose is 40 mg/dl. He was given‏ 
I/V glucose in boluses and he gained consciousness.‏ 

a) What will be your next management option? 

b) What four factors will you look for in this patient as a cause for his 
hypoglycemia? 

c) How will you educate this patient about future prevention of this problem (at 
least four points)? : 

d) What are the management options at home? 
Answer: 

a) 

Admit in ward 

BSR monitoring : 

BP control with antihypertensive 

Hold oral drugs D 


b) 

Renal dysfunction 

Over dose of oral drugs 
Alcohol use 

History of missing meal 


c) * 9 
Awareness of hypoglycemic symptoms ۱ : 
Avoid alcohol, missing meal 1 
Avoid overdose at he 

Keep record of BSR, drugs 

In case of infection contact doctor 


. . . o o 


d) 
* Medical bracelet - 
* Sweet in pocket 


WT N 
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ks 
Night time snac 
toring 
Regular BSR moni 
Bue drugs according to RER 
Keep glucagon injection at ho! 


— i ith dull headache fg 
PRT Ry hypertensive presents wi oi 
Q.20) A 65 year old ate ۷ MEF low-grade fever for last 02 months, Q 
02 weeks. He also Rest of the clinical examination is normal, 
examination, he is pale, BP 130/80. 
10 gm/dl, normal renal function. k: 
a) What is the most likely ان‎ 7 
i i igati ill carry out. 
b) Give three investigations you wil! C ۱ : ; 
S List two disabling complications that can occur in this patient. 
d) How will you treat him? 
e) What is the prognosis? 
= Answer: 
a)Diagnosis: — 
e Giant Cell Artritis 
b) Investigations: 
٭‎ CBC may show anemia 
e Nearly 90% of patients with giant cell arteritis have ESRs higher than 50 m 
The ESR is often more than 100 mm/h, 
* Biopsy of temporal artery will show. inflammatory changes. 
c) Complications: 
* Vision loss 
° nore regurgitation, dissection, or rupture. The aneurysms can develop at a 
ime 
d) Treatment: 


* Intravenous pulse methylprednisolone (e.g., 1 g daily for 3 days) followed by 0 
prednisolone at dose of 1mg/Kg should be started impied s 

e) Prognosis: 
* With adequate therapy full recovery is rule 

* Average course of treatme| 

* Prognosis of untreated pat 


nt is 2 years but some require 5 years. 
ients is very poor, 


21.An elderly man 66 یں‎ 

r years, 
hand, which is progressively i 
suddenly and also has difficul 


. histoi i 
T 11010 mmHg. Hear utl disturbance or weight lose. ON exam 
examination shows, ۹٥۹ abdominal examinations were normal. N 
2001 > Wasti ue ME 
: di س2 وم‎ muscles of hand, more prominent on the left. — 
ed power on flexion and abduction of arms. y- 


lee : 7 m 


Short Essay Questions 
سس‎ Ont 


iii) ^ Muscle p 


ential diagnosis, 
lesion? 


Answer: 
a) Diagnosis: 
* Cervical Myelopathy 


۰ Progressive we 
akness of arms and hands with combination of lower motor 


neuron si 
likely d gns in upper limbs and upper motor neuron Signs in lower limbs, more 
STD y diagnosis is Cervical myelopathy : 


* MND 
* Multiple Sclerosis 
* Syringobulbia 
c) Site of lesion: 
e C5-C6 
* Absent Supinator and biceps reflex, but exaggerated triceps reflex, indicates 
lesion is at C5'and C6 


Q.22 An elderly man of 75 years is admitted in the hospital with headache, 
drowsiness and some visual disturbance. He is diabetic, controlled with insulin 
and hypertensive, controlled with Losartan, For his eye problem, some drugs et 
given, the name of which could not be mentioned. On examination, the a 
hyperventilating, B.P: 155/90 mmHg, pulse T2Imin, RR 40/min. Neck rigidity 

absent, Fundoscopy shows both hypertensive and simple diabetic retinopathy. 


Investigations: 
. ol/L 
rane Na 141 mmol/L, K 3.1 mmol/L, Bicarbonate 3.8 mmol/l, and 


CI 125 mmol/ 9007 
12 kPa (11.2 -14) 

2 .94 kPa (4.7 — 6), PaO2 

it "belio: : MEE cause of this metabolic deren 

b) What is the underlying metabolic abnormality 


c) Suggest 2 further investigations. 


Answer: 
e: 
s" ye inhibitors (Acetazolamide) use 
. ar 


b) Metabolic abnormality: 


Eee 
osis with normal anionic gap 


alemic metabolic acid 


"07156 hypok 


e Hyp 
€) Investigations: 

Serum lactate l 
Serum and urine Ke 


evel 
۰ 


tone + 


cher is admitted 
severe cough, pol 


in the emergency with a hist 
ydipsia and po 


A 39 year old tea 


Q 23: 

i he, confusion, 

generalized, n and leg. Following an attack of generalized seizures, he wi 
weakness 0 d to smoke 20 cigarettes per day. OE 


itali i . He, use 
Ceased, dehy BP: 145/90 mmHg, Pulse 76/min, temperature 27.&'C. 


fused, deh drated, B. 1 
en nodes ms palpable on both sides of neck, firm and non ona 
parotids are enlarged. Spleen is just palpable, no hepatomegaly. 6 is righ 
lower motor neuron facial nerve palsy. both eyes are red, Fundoscopy and 


remaining cranial nerves are normal, There is left-sided hemiparesis with 
extensor plantar and brisk refiexes. Investigations: 
. FBC Hb 11.8, WBC 6300 Poly 74%, lympho 20% Eosinophil 4%, mono 44 
Platelets 2,20,000, ESR 50mm in 1st hr E 
e CXR: Reticulonodular shadows in both lungs 
e RBS6.2 mmol/L, creatinine 97 mmol/L (55-125) 
e USG abdomen: Splenomegaly with few Para-aortic lymph nodes 
e CT brain small right sided cerebral infarct 
a) What are three most likely diagnoses? 
b) Mention further investigations to confirm your diagnosis. 
Answer: 
a) Differentials: 
e Sarcoidosis 
e Bronchogenic carcinoma with paraneoplastic features and 
* Disseminated TB 
b) Investigations: r x 
* Lymph node biopsy show granulomatous infi 
F s inflamm; 
and in case of TB caseous necrosis. ex 
* Sputum for AFB 
. oe with biopsy f 
* Bronchi 1 
ae 2ئ‎ lavage fluid in Sarcoidosis is. 
Put in ymphocytes and a high CD4/CD8 cell 
ypercalcemia (about 5% of i 
patients) or hy 
enzyme (ACE) levels are el 
Hypercalcemia is Dn elevated in 40-81 
T chest end abdo present in case of bronci 
ئ7‎ men with contrast 


7 
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tod - 0 Da 21 
treated by mastectomy, followed by radiotherapy and chernotherapy 


Investigati 2 
Metamyeiocytos-4% Nur Saul پ لا‎ 4,700/cmm Poly 84%, lympho 6%, 
87 fl (76 - 98), CXR Absent att braa Present Platelets 60-000/crnm, ESR 10, ۷ 


5t shadow, 
a) What abnormality is present? 
b) Give reasons of this condition, 
c) Suggest two investigations to confirm this condition, 


Answer: 
a) Abnormality: 

* Bone marrow infiltrati 
b) Reasons: 

* Myloma 

* Malignancy f 
| * Mylofibrosis 

* Sepsis 

* Hemolysis 

* Sarcoidosis 

* TB 

* NSCLC 

* Megaloblastic anemia 
c) Confirmation: 

* Bone marrow examination to confirm infiltration by tumor cells. 

* PET scan to document metastatic disease 


on causing leukoerythroblastic blood picture 27 


Q 25: A 60 years old male was suffering from UTI and is on antibiotic for past 10 
days. His condition ís not improving. He developed abdominal pain; vomiting and 
frequent bloody diarrhea. He has been suffering from recurrent peptic ulcer 
disease that is well controlled with omeprazole. 0/E B.P: 80/60 mmHg, pulse 
112/min, low volume, and dehydration. On abdomen examination, diffuse 
tenderness more on left side, no organomegaly. 

a) What is the likely diagnosis? 

b) What three investigations should be done to confirm the diagnosis? 


c) Suggest the line of management. 
Answer: * 
a) Diagnosis: " 
* Severe or fulminant Pseudomembranous colitis 


"insi enzyme immunoassays (EIAs) for toxins 1 
copa nsitivity with a single stool specimen, se! 
,, PCR assays are superior to” 


e illness, true pseudomemb 


strain 
Flexible sigmoidoscopy In 


colitis is seen 
e Imaging studie 


patients with sever 
on-contrast abdominal CT scans a, 


t symptoms to look for evidence g 
Iso useful in the detection of 


diographs or n 
re or fulminant Sy" 
CT scanning 5ا‎ a 


s: Abdominal ra 

ts with seve 

btained in patien e 

Clone dilation and wall thickening 
possible perforation 

jie with regular monitoring of BP. 


- He will be admitted in ICU Y t and CVP. 
e IV fluids with close monitoring of urine putpu 
e Hold all antibiotics already using. even سض‎ should med E 
e Intravenous metronidazole, 500 mg four times daily administered py 
ted by Vancomycine (500 mg i , ۱ 
supplemented by i cine enemas (500 mg in 100 mi 
nasoenteric tube) and, in some cases, Vancomy 
every 6 hours). ; lecf 
e Early surgical consultation is recommended. Total abdominal colectomy or loop 
ileostomy with colonic lavage may be required in patients with toxic mega colon, 
perforation, sepsis, or hemorrhage. 
* For relapse: The first episode of recurrent infection usually responds promptly to 
a second course of the same regimen used for the initial episode. Some patie 
however, have further relapses that can be dificult to treat. For patients with 
relapses, a 7-week tapering regimen of Vancomycine is recommended: 1 
orally four times daily for 14 days; twice daily for 7 days; once daily for 7 
aNd other day for 7 days; and every third day for 2-8 weeks. Fidaxomi 
appropriate for patients with recurrent C difficile infecti initi 
; ^ 5 UM on oras initial ti 
in patients believed to be at higher risk for recurrent disease. E 


* For patients with three or more relapses, guidelines recommend conside 
id 


an installation of a sus ension of i 
09 نت‎ p fecal bacteria from a healthy donor 


20 years old student le Cors - 
Profuse sweatirty, TH -grade fever with c 
ago » Suffered from ness for 9 da 


90/60 mmH ۵ h n 
tender. Iny, estiga 9, pulse 124/min, temperature qo a E looks de 


lions: .8°C, liver just 
ophil Leukoc E 
mmol/L, CXR ri ytosis otherwise 
ght dome sli normal, ESR 60 Mj 
mmol/L, SGPT 49 : anty elevated, Urine few a in 1st 


hosphatase 310 IU/L and 


Short Essay Questions 
a) Diagnosis: ا‎ 2 
e Pyogenic liver abcess 
b) Investigations: 
* Blood cultures are positive in 50-100% of cases 
* Chest radiographs Usually reveal elevation of the diaphragm if the abscess is in 


the right lobe of the liver. Ultra > 
0 iod Sonography, CT, or MRI may reveal the presence 


۹ images and rim et ndings include high signal Intensity on T2-weighted 
c) Complications: 

e Pleurisy 

e Pleural effusion 

e Consolidation 

e Lung abcess/empyema 

e Sepsis 

e Peritonitis 

e Subphrenic abcess 

e Spread to brain 

e Bronchohepatic fistula 


Q.27 A 50 year old man presented with shortness of breath on exertion and 
abdominal distension for two months. CABG was done three years ago for three 
vessels disease. 0/Ẹ B.P: 130/60 mmHg, pulse 120/min and low volume, JVP 
raised, edema mild pitting. Both first ànd second heart sound are soft, 3 heart 
sound present. Liver is 3 cm tender, ascites moderate and chest clear. y 
Investigations: FBC Normal, ESR'77 mm in 1% hour, RBS 7.1 mmol/L, Albumin 30 
gm/L (35-- 50), S. Eléctrolytes normal. Urea 5.5 mmol/L 5. Creatinine 1.08 mg/dl, 
Bilirubin 27 micromole/L, SGPT 591 IU/L, Alkaline phosphatase 1051 IU/L, CXR 
normal, USG abdomen hepatomegaly with ascites 

a) What is the most likely diagnosis? . 

b) Suggest three further investigations. 

C) Suggest one definitive investigation. 

Answer: 


3) Diagnosis: 
* Constrictive Pericarditis 
b) Investigati : 
۰ peo calcification is best seen on the lateral view and is uncommon, - 
* Echocardiography rarely demonstrates à pom parion ا‎ c septal 
" " reflecting the rapid early filling is common, though. interaction eric 
We by an inspiratory reduction in the raitral inflow 


Wes 25%, much as in tamponade Usually the initial mitral. 


سے 24 


ry Ve rapid and this can be demonstrated as WH by 
inflow into the ave) pattern j 
Doppler inflow (E WMRI-These imaging tests are only 
e Cardiac CT 9 of more than 4 mm must be present to 
Pericardial رس سی‎ thickening is demonstrable in 26-26%, of 
disgnosis, Dui o pericarditis Some MRI techniques demonstrate the 
we katie can provide further evidence for ventricular interaction 
bounc 
investigation: ۱ 
کہ‎ catheterization-This procedure is often confirmatory or can be d 
تعن او‎ ocardiographic features are unclear or mixed. 
in cases where the ech 
The pulmonary pressure is low in restriction (as opposed to 

۰ 
cardiomyopathy) 

« Patients with constriction have equalization of end-diastolic pressures 
their cardiac chambers, there is rapid early filling then an abrupt incre 
diastolic pressure ("square-root" sign), the RV end-diastolic pressure 
than one-third the systolic pressure, simultaneous measurements of RV 
systolic pressure reveal a discordance with inspiration (the RV rises as 


falls), and there is usually a Kussmaul sign (failure of the RA pressure to 
inspiration) 


Q.28: A middle age man presentes with loose watery stools, abdominal 

poor appetite and weight loss of 4 kg in the last 2 months. He is 
HIV infection and trimethoprim / sulfamethoxazole for 0 
carinii pneumonia prophylaxis. He weighs 70 Kg and is afebrile with rn 
pressure, and normal oral and abdominal exam. He fails to re 
ciprofloxacin and metronidazole therapy for diarrhea, TN 
a) What is your differential diagnosis? 
b) What investigation would you perform? Give 
€) What CD4 count makes one vulnerable to ii 
d) Stool examination shows presence of c 
you offer? 


m I. 


Colono: 
c) CD4 counts: 


ry 
Effective ART 
* Supportive 


treatment 
e) Infection control mes ٣۷ IV fluids 
* Proper hand washi B 


Drink bottle wa 


ter instead of 
Avoid raw egg o Tap water 


$. meat and fish 


years back 
syncopal attack one year ago 


RIR 35/mnt, Pedal denas . irregular, temperature 100 E 


nderness, liver 3 Cm 
bowel sounds feeble. PR: 
: 16 gm/di, WBC: 11300, Platelets 273,000, ESR 30 mm/tst 


» Bilirubin 2.3, ALT 66,AST 80, ALP 450 and albumin 3.9 


C) What further tests are required? 
d) What is the management? 
Answer: 
a) Diagnosis: 
* Acute mesenteric ischemia 
b) Differential: 
* Intestinal perforation 
* Acute pancreatitis 
* Acute cholycystitis 
e Abdominal abcess 
C) Investigations: J 
* ECG to confirm atrial fibrillation MUT 
* X rays abdomen erect and supine 


levels T ds accurate at de 
* Contrast-enhanced CT is highly 

ischemic intestine. 
* |n patients 

demonstrate narrowing 
* In acute 


Wisdom s. 


els may show proximal obstrugy; 


vascular bed nteric vess / 
جا‎ echnique. 


nning O' 5 7 1 
. U trason oratories "hat have experience with this t 
jesion 


d) Management: 
He will be a 
Keep NPO 
NG tube will be passed 
IV fluid se monitoring ٥ , 
Weiss c APA AU for fever along with cold sponging. 
Atrial fibrillation will be controlled with beta-blockers. 3 
Immediate exploration of abdomen to determine bowel viability. 
۴ the bowel remains viable, bypass can be done either from the supra-cel 
| aorta or common iliac artery to the celiac and the superior mesentery artery, 
In cases where bowel viability is questionable or bowel resection will be 
the bypass can be done with autologous vein, or with cryopreserved allogra 
order to avoid the use of prosthetic conduits in a potentially contaminated 


idmitted in ICU 


f urine output 


Q.30 A 47 years clerk, non-smoker. presented with anorexia, in 
abdomen and weakness for two months. He has no ‘significant past me 
history. In his family history, father and grandmother were suffering from 
diabetes. On Examination, he is obese, B.P: 145/90 mmHg, pulse - 7 
tenderness in right upper quadrant and epigastric region. Liver is just pal 
evidence of CLD. Other systems reveal no abnormality. Investigations: 
* FBC Hb 13 g/di, WBC 6,800/cmm Poly 63%, lympho 33%, eosin 
420,000/cmm, ESR 30mm in 1st hour Normal ^ 
CXR normal 
RBS 14.2 mmol/L " 
S. Urea 4.3 mmol/L (NR 2.5 to 6.6) 
Creatinine 95 micromole/L (NR 55 to 125) 
Urine C/E Normal 
Bilirubin 11 mmol/L (NR 2 to 17) 
SGPT 113 IU/L (NR 10 to 40) 
Alk. Phosphatase 104 IU/L (25 TO 100) 
b GT —— 801U/L(NR 4 to 35) 
g/L 
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c) What further investigation Would you Suggest? 


Answer: 
a) Clinical diagnosis: 
° NAFLD 
b) Management: 
* . Weight loss, 


Ni dietary fat restriction, and exerç 
re 1 ۷ Xercisé (through 
i duction of abdominal obesity) often lead to improvement si 


o may be needed t 
fibrosis. y 0 improve necroinflammation and 


Exercise May reduce liver fat with minimal or no weight loss and no 
reduction in A Í 


LT levels, Resistance training and aerobic exercise are 
equally effective in reducing 


and type 2 diabetes mellitus 


J Se insulin resistance and have improved both 
Serum aminotransferase levels apd histologic features of steatohepatitis 


Metformin, which reduces insulin resistance, improves abnormal liver 
chemistries but May not reliably improve liver histology. 


e Gastric bypass may be considered if body mass index greater than 35 
and leads to histologic regression. 


e Liver transplantation is indicated with advanced cirrhosis. 
c) Investigation: 
° pes liver biopsy is diagnostic and is the standard approach to 
assessing the degree of inflammation and fibrosis. 
* ' The histologic spectrum of NAFLD includes fatty liver, isolated portal fibrosis, 
steatohepatitis, and cirrhosis. 


resents with clumsiness and loss of balance. His 
moe Wes n On examination he has nystagmus pine Le 
has ab ankle jerk and up going plantar. He has kyphoscoliosis cardia 


auscultation suggests a murmur. 


Please give: 4 
3) A probable diagnosis. 
b) The differential diagnosis. 


" "ated font 7 disease. 
c) Associated features of the 


Answer 
nosis: - 
? روز‎ ish Alana 


b) 0D: 
e Multiple 
Tabes Dors 
۰ Spinocerebella 

c) Associations; 

: « Pes cavus 
Cocking to toes 
Optic atrophy 
Kyphoscoliosis 
Spina bifida 
HOCM 
Hearing loss 
DM 


Sclerosis 


alis 
r degeneration 


[4 


32) A 68 years old woman complained of undue weakness and 
in the body. She also noticed difficulty in combing her hair and 
chair Recently she complained of sev 
of times she also coughed blood there 
she had right mastectomy for breast ¢ 
her blood pressure was controlled wi 
On examination, temperature was 99.4°F pu 
looked unwell, there was clubbing and sc 
side, There was proximal weakness in lower fi 
strength distally in upper limbs. The bulk was equ; 
were seen. There was no tenderness in mu; 68. 
diminished and planters were equivocal, All cranial 
showing a previous mastectomy scar on right s 
air entry on same side. Other symptoms were 


112 gidi, WCC 9000/mm3, differential normal 
, 1” hour, urea electrolytes were no i 
2) What is the most likely diagno 
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ت‎ 


Paraneoplastic 77 
c) Investigations, 


>) Studies confirm the dia 

4 J ۱۶ diagnose 
E ? emonstr teristic findings (ine 
y all patient a decrernental res 
* Conventional ne LE 18 dome 
unstable motor Ur. tion poten 

voluntary activation 
e Anti-Mi-2, 


ponte to lon- 
muscles 

S demonstrates markediy 
ntials, which vary in shape during 
dermatomyositis. and anti-155/^ 40 Sirongiy 
Omyositis with malignancy (malignancy in 71% with 
anti- body) 


entry y pleural effusion 


¢ Sputum examination for malignant « 
* CT chest and abdomen to see an 


associated with dermatomyositis 
d) Management: 


* The initial pharmacotherapy for Lambert-Eaton myasthenic syndrome (LEMS) is 


with agents that increase the transmission of acetylcholine (ACh) across the 
neuromuscular junction, either by increasing 


on right side as there is Gecreased zir 
Veils and pyogenic 
y other malignancy in addition to CA breast 


3 the release of ACh or by decreasing 
the action of acetylcholinesterase 
* Treatment of the associated cancer May also decrease the weakness and other 
symptoms 


e If these treatments are not effective and the patient has relatively mild weakness, 
aggressive immunotherapy may be warranted. In such Cases. plasma 


(PEX) or high-dose intravenous immunoglobulin (IVIg) may be used initially to 

; t initially à 

induce rapid, albeit transitory, improvemen Í : 
* Immunosuppressants should be added for 09 یں‎ improvement. E 
isone an azathioprine, the most frequently us immunosuppressants. M 
Mee alone or in combination. Cyclosporine may. — = Ku 
LEMS who are candidates for immu: suppression but cannot take or z e B 

respond well to azathioprine. s 

. ۷ given in a course of 2 g/kg over 2-5 days رش یں سس‎ 176-1 n 
temporary improvement in many patients The jer eo oj . 
response to repeated courses of treatment has no nai s 


ker had almost consti 

d bus driver, heavy smo > 

^ اا previous two years see ao‏ ا اہ 

cough, breathlessness and fever. For 20 bee 

to ED "n yet pit febrile (38.5*C), T‏ تک 
ce‏ 8 

the live وم‎ 5 cm enlarged. His anklos were swollen, 


was loud in pulmonary area 


30 


est four likely 
ا‎ e the four most useful investigations? 


c) Outline the trea 


Answer: ^ 
a) Precipitating causes: 


b) Investigations: 


c) Management: 


Q.34) A 35 years old athlete developed serve 
decreased urine output after a prolonged race. 
the evening. Next day he developed anuria w 
On examination: 


B.P: 160/100 mmHg, Pulse: 88/min, Pedal ede 


precipitating causes for his present illness, 


tment for this patient. 


Pneumonia 

Pulmonary embolism 
Pneumothorax 

Type II respiratory failure 


CXR PA view to rule out infection/pneumothorax 

Sputum for pyogenic, culture and sensitivity 
Echocardiography 

ABG to see PaO2, PCO2 and Ph. . 

CT pulmonary angiography to rule out pulmonary embolism. 


Oxygen via facemask at 1-2 L/m and also consider for LTOT. 
Propped up, chest physiotherapy 

Diuretics for pedal edema. 

LMW heparin for DVT prophylaxis. 

Antibiotic cover preferably flouroquinolones i 3 
If needed BIPAP and ventilator support according to ABG. 


tick shows: Blood *ve 
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b) Investigations: 
* Urine for myo 
* AST and LD 

c) Management: 
* Vigorous IV fluids abo 
Injection Manito} |y wil 
Urine alkalinazation (t 
BP control with antihy 

Input /output record 
Hemodialysis if indicated, 


globin will be Positive 
H will be raised 


ut 4-6 Iters with Careful monitoring 
! be given 


0 decrease Precipitation) 
Pertensive 


a) What is the most likely diagnosis? 
b) What is the treatment? 


Answer: 
a) Diagnosis: 
*  Gonococal Arthritis 
b) Treatment: 
* The recommendation for initial treatment is to give azithromycin (1 g orally as a 
single dose) and a third-generation cephalosporin: ceftriaxone, 1 و‎ intravenously 
daily; or cefotaxime, 1 g intravenously every 8, hours; or ceftizoxime, 1 g 
intravenously every 8 hours. 
Azithromycin enhances eradication of gonorrhea and eovers potential coinfection 
with Chlamydia. , i i 
i i tant strains of gonococci, step- 
he increasing prevalence of resista 
ےل‎ from parenteral to oral antibiotics is no longer ibo sp. 3 
i hieved for 24-48 hours, patients mu: 
improvement has been ac ; 
Mae Brei 250 mg intramuscularly every 24 hours to complete a 7-14 


day course. 


» 


d under the care of surgeon with acute 
Q-36) An 18 yMA e 220 ا‎ rompers mmHg. Investigations are shown: 


۲ 
abdominal pain. The blood presi, mmol/l. Blood Urea 55 mgidi, SiCreatinine 
u i2 aa سد ا‎ € Chloride 96 mmol/l Abdominal X-ray is normal 
43 mg/dl, 
urine glucose ***. 


ne———— MM 
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a) What is the likely a! 


is the most liki l 
c ا‎ therapeutic management steps 


Answer: 


a) 


bj 


c) Management: ۱ ان‎ 
* A comprehensive flow sheet that includes vital signs, serial laboratory data, 


۹ ۳ 


1 


-Fluid Replacement 


2.Insulin Replacement 


d 
50-70 mg/dL (2.8.3.9 mmol)? i 


id-base disturbance? 
ety cause for this abnormality? 


e Metabolic acidosis with increased anionic gap 


fect of insulin lack at multiple enzyme loc; nau, 

1 "ہ٣ ہہ۷‎ 7 levels of growth hormone, catecholamines, ang 
glucagon contributes to increases in lipolysis from adipose Bue vis IN hepate 
ketogenesis. In addition, reduced ketolysis by Ansulin-deficlen peripheral t; e 
contributes to the ketoacidemia. The only true "keto" acid present is acetoacel 5 
acid 


therapeutic interventions (eg, fluids, insulin) should be meticulously maintained 
Plasma glucose should be recorded hourly and electrolytes and pH at least every 
2-3 hours during the initial treatment period. Bed- side glucose meters should 1 
used to titrate the insulin therapy. The patient should not receive sedatives 9 


opioids in order to avoid masking signs and symptoms of impeding cerebr; 
edema. 


In most patients, the fluid deficit is 4-5 L. Initially, 0.9% saline solution is t 
Solution of choice. The saline should be infused rapidly to provide 1 L/h 
first 1 -2 hour. After the first 2 L of fluid have been given, the intravenous 
Should be at the rate of 300-400 mL/h, 

Use 0.9% ("normal") saline unless the serum sodium is greater than 150 
when 0.45% ("half normal") saline solution Should be used. The volume si 
should be very carefully monitored. . 

When blood glucose falls to approximatel 
changed to a 5% glucose-containing soluti 
range of 250-300 mg/dL. 


Immediately after initiati. 


! 1 ۲ا۲۴‎ 
intravenously in a loading dose of 0, 1 unit/kg کل‎ 
insulin receptors. 


Following the initial bolus, intravenous doses of insulin as low وج‎ 
continuously infused or given hourly as an be ۳ roi: 
Sufficient to replace the insulin deficit in most patients. » 


The insulin dose should b lower the glucose conce 


Short Essay Questions 


Space as a consequence a - —— 5 
quence of acidosis, serum potassium is elevated 


As the acidosi cel 
e] 55 
hypokalemia cer otassium flows back into the lls, and 
ale can d assium replacement 15 not instituted vie 


as an adequate urinary output 
, potassium 
q/h should be infused during the second and third 


Q.37) A 50 year old obese par 
oM for three E patient presented with right upper abdorninal pain and 
onths. He is diabetic for last seven years and hi 


Serum bilirubin 1.2 mg/dl 

AST 78 IU/L 

ALT 88 IU/L 

Alkaline phosphatase 180 IU/L 

Serum albumin 3.8 g/dl 

Serum cholesterol 380 mg/dl 
Triglyceride 230 mg/dl 

Sugar 230 mg% 

Serum ferritin 360 ug/L 

Hepatitis B surface antigen and anti HCV not detected 
IgG 20 g/l (7.0 -18 g/l) 
IgM 2.2 gll (0.4 — 2.5 gll) 
IgA 4 g/l (0.8 -4.0 g/l) 

a) What is the most likely diagnosis? 

b) Give three differential diagnoses? 

c) How will you confirm the diagnosis? 


Answer: 
a) Diagnosis: 
* NAFLD due to metabolic syndrome 
b) Differentials: 
* Alcoholic Hepatitis 
* Viral Hepatitis 
* Drugs 
C) Investigations: IN*CT, or MRI. 
i be demonstrated on ultrasonography, CT, 
: 07و ا ال‎ steatosis from steatohepatitis or detect 
owever, 
2ص‎ diagnostic and is the standard approach to 


s liver biopsy is 
Mrs the degree of inflammation and fibrosis. 


Wisdom Ser 

34 - - ۱ 
The histologic spectrum of NAFLD includes fatty liver, isolated portal fibro. 

۰ sig 


steatohepatitis, and cirrhosis. 


patient presented with a grand mal fit. He ha 
or the last seven y e did UE have a, 
i | epilepsy. Investigations: sodium mmol/l, po lis 
arie d poi amet edid 60 umol/l, glucose a mmol/l, pj و‎ 
osmolality 248 1 11 renin 90 pmol/l, aldosterone 50 pmol/l, TSH 3 ull, u 
sodium 10 mmol/l, urine osmolality 90 mOsmolll. 
a) What is the diagnosis? 
b) How will you treat this patient? 


Q.38) A 34 year old male psychiatric 
been treated with chlorpromazine f 


Answer: 
a) Diagnosis: 
* Compulsive water drinking P ۹ 
* Because patient has very low sodium and low plasma osmolality and low urin 
osmolality is consistent with diagnosis. This is very common in Schizophre 
patients. Although chlorpromazine causes SIADH, the low urine osmo 
against diagnosis. Patients with SIADH have concentrated urine and uf 
sodium is greater than 40 mmol/L. Patients with DI have dilute urine but 
plasma sodium and plasma osmolality. 
b) Treatment d 
* He will be admitted in ward and will be observed for fits F 
* Serum electrolytes will be monitored A 
* Clozapine is an atypical antipsychotic drug is highly effective trea men 
polydipsia ۹ 
* Psychotherapy 
* Psychiatric consultation regarding continuation of chlorpromazine 


Q.39) A 26 years old obese pregnant lady presented with p. 
numbness on outer aspect of right thigh. ^ 


a) Name the diagnosis. 
b) What underlying structure is involved? . 
. €) How will you manage this patient? 


Short Essay Questions 


۰ Physiotherapy 2 
* Improve posture 


* Hydrocortisone injection m 
ed ior ili i 
e BE ial to the anterior Superior iliac spine, often relieve 


* Nerve decompression provides more lasting relief. 


Q.40) A 55 years old lady after quarrel with h i 
er daughter-in-law took about 
tablets used by her husband who is suffering from osteoarthritis of knee, vag 


nausea, vomiting and 


ydrated and slightly icteric her pulse was 110/minute 
and BP of 100/50 mmHg. She had palmar flap positive. 


: a) What is the probable diagnosis? 
| b) Which investigations you would like tope form? 

c) Which complications may occur? 
d) How would you manage? Enumerate the drugs used with doses. 
Answer: 
a) Diagnosis: 
: e PCM poisoning with fulminant liver failure 
` b) Investigations: j 

e Serum Paracetamol levels 

e ABG to see metabolic acidosis 

e PT/INR, which is usually deranged. : 

* Urea and Creatinine levels which is elevated due to renal involvement. 

e LFT with direct and indirect bilirubin 

e CT brain to see brain edema. 
c) Complications: 

o ARF 

* Encephalopathy 

* Bleeding due to coagulation profile derangement 
we ffecti ly in first 1-2 hours 

* Activated charcoal is effective only ١ a . > 

* Intravascular volume should be preserved, but large-volure 


hypotonic fluids should be avoided. : as 
. E should be prevented, Intermittent renal replacement therapy may 


be required. i 

ass and immune function, enteral administration of protein. 

d i ke ie sage Mad. with careful monitoring of the ammonia level. NU 4 

'« Prophylactic antibiotic therapy pine panini oro infection, | 
9095, but has no effect on surviva - » utinely 

suspected sepsis, broad coverage is in cat An! شب‎ 

ent with N-acetylcysteine is indicated; it = t 

á Mies ioa ¢ Oral treatment begins with a loading dose of N-ace 


infusions of — 


5 urs. Dilute the solution to about 5% win 
interferes with oral N-acetylcysteine 
antidote intravenously. However 


cess with 20-48 hours g 


/kg every 4 ho 
If vomiting 
the 

d equivalent suc 


mg/kg, followed by dida 
a 
water, juice, or SO n 
administration, consider seine 
other regimens have demonstr: 


eee intravenous regimen of acetylcysteine with a loading dose oi 
رح‎ 


` followed by a 4-hour infusion of 5g 
mg/kg given intravenously over 60 minutes 


ion of 100 mg/kg 
/kg. and a 16-hour infusion o ape Nu 
* ا‎ EE with N-acetylcysteine IS most effective if it is started within 8-10 ho S 


after ingestion 
a n center IS essential 


e Early transfer to a liver transplantatio ۱ 
e The head of the patient's bed should be elevated to 30 degrees, and patients 


with stage 3 or 4 encephalopathy should be intubated. J R 

» Extradural sensors may be placed to monitor intracranial pressure for impend : 
cerebral edema with the goal of maintaining the intracranial pressure below 20 
mm Hg and the cerebral perfusion pressure above 70 mm Hg. 1 

e Recombinant activated factor Vila may be administered to reduce the risk o 
bleeding associated with intracranial pressure monitoring 

* Lactulose is generally avoided 

» Mannitol, 0.5 g/kg, or 100-200 mL of a 20% solution by intravenous infusion ove 
10 minutes, may decrease cerebral edema but should be used with 
patients with advanced chronic kidney disease 

e Intravenously administered hypertonic saline to induce hypernatremia (s 
sodium concentration of 145-155 mEq/L [145-155mmol/L]) also may re 
intracranial hypertension. 2 

۱ e Hypothermia to a temperature of 32-34^C may reduce intracranial pressure wt 

other measures have failed and may improve survival long enough to p 
transplantation, although a controlled trial “showed no benefit ‘and 
authorities recommend a target core temperature of 35-36°C. 


* The value of hyperventilation and intravenous prostaglandin E 


* A short-acting barbiturate, Propofol, or intravenous bo 


mg, is considered for refractory intracranial Wie s m di 


* Psychotherapy after improvement of patient Should be done 


4 İS unce 


Q.41) A 28 years old male factory work r E 

i er ad tw 

 fecurrent episodes of passing red colour urine E ادا‎ 
isfus anos for one month and severe frontal hea 


Short Essay Questions 


a) What is most likely diagnosis? 
b) What investigation you wo 
c) What immediate therapeuti 


uld like to perform to confirm your diagnosis? 
€ interventions are needed to manage this case? 


Answer: 
a) Diagnosis: 


Paroxysmal nocturnal hemoglobinuria (PNH) 


b) Investigations: 


c) Treatment: 


Anemia is of variable Severity and frequency, so reticulocytosis may or may not 
be present at any given time. 

Abnormalities on the blood smear are non-diagnostic and may include macro- 
ovalocytes and polychromasia. Since the episodic hemolysis is mainly 
intravascular, urine hemosiderin is a useful test 

Serum LD is characteristically elevated 

Iron deficiency is commonly present, related to chronic iron loss from 
hemoglobinuria. e 

The white blood cell count and platelet count may be decreased and are always 
decreased in the setting of aplastic anemia. 

Tne best screening test is flow cytometry of blood granulocytes to demonstrate 
deficiency of CD55 and CD59. The FLAER assay (fluorescein-labeled 
proaerolysin) by flow cytometry is even more sensitive. 

Bone marrow morphology is variable and may show either generalized 
hypoplasia or erythroid hyperplasia or both. 

The bone marrow karyotype may be either normal or demonstrate a clonal 


abnormality. 


IV Diazepam to control fits and Injection Phenytoin if needed. 
IV fluids with close monitoring of output. 

Blood transfusion is given. i 
Allogeneic hematopoietic stem cell transplantation should be considered. 
Treatment with eculizumab is started. Eculizumab is a humanized monoclonal 
anti- body against complement protein C5-binding C5 prevents ts cleavage Es 
the کل‎ attack complex cannot assemble. Eculizumab improves TE 
life and reduces hemolysis, transfusion requirements, and thrombosis t 
Ec i mab is expensive and increases the risk of Neisseria ARENE 
infections patients receiving the antibody must undergo meningococca 


vaccination. A "Uu. s. 
is indi for treatment of iron deficiency when p x 

" "M 7 کا"‎ also causing a transient increase in hemolysis. 

may impr: 


z s are effective in decreasing hemolysis ' 


» For unclear reasons, corticosteroid 


our male has been rushed to ER of a ho 


Q.42) in the month of July 9 y rile. No past history ig available as no re y 


southern Punjab in coma. He is feb 


d. 
e) whieh 5 conditions should be kept in mind as the underlying cause? 


b) Give important clinical signs and relevant investigations for each? 


Answer: 
a) Conditions for underlying cause 


* Heat stroke 

* Cerebral Malaria 

+  Meningeoencephalitis 

* Cerebral Abcess/Brainstem stroke 

* Poisoning with anticholinergic drugs 

b) Clinical Signs and Investigations: 

* Heat Stroke: hot skin, perspiration later dry skin, increased pulse 
wide pulse pressure, and hypotension. CBC, LFT, serum electrolytes 
creatinine, urine C/E, LDH í 

* Cerebral Malaria: pallor, jaundice, and spleen. Giemsa 
smear thick an thin, CBC, LFT and LDH H 

* Cerebral Abcess/ CVA: pinpoint pupils, cranial nerves. 
hemiplegia. CT brain with IV contrast, MRI to loo 
hemorrhages. : 0 


* Meningeoencephalitis: neck stiffness or Kerning. CT | 
analysis is done ý 


* Poisoning with anticholinergic dri e.g. Ec 
cocaine, TCA, SSRI. Toxicology screen is done, ec 


Q.43) A 23 year female presents to the er 
i , her ECG shows supraventricu 
mm ation JVP is not haised and chest 


0 


Short Essay Questions 


* Valsalva maneuver x 


Stretching arms lowering head b 
- etwei 
d water on face aes 


c 


: iS recommended as the first-line agent due to its 
action and minimal negative inotropic activity. 
medication 'S given rapidly (in 1-2 seconds) Ae a 6 mg bolus ا‎ 2. 
mL of fluid If this regimen is unsuccessful at terminating the arrhythmia, a 
second higher dose (12 mg) may be given. i 
* When adenosine fails to terminate the arrhythmia or if a contraindication to its 
Se کا‎ present, intravenous calcium channel blockers, including verapamil 
diltiazem, may be used. Intravenous beta-blockers include esmolol (a 
very short-acting beta-blocker), propranolol, and metoprolol. 
e |f the tachycardia is believed to be mediated by an accessory pathway, 
ntravenous procainamide may terminate the tachycardia by prolonging 
refractoriness in the accessory pathway. 


oc 


n 


c) Synchronized DC cardioversion starting at 100 J 
d) Anxiety, tea, coffee, alcohol, environmental factors 
e) Radiofrequency ablation RFA 


Q.44) A 34 year old woman presents with fever, abdominal pain and blood in stool. 
Recently she has developed multiple tender red swellings on her shins and 
forearms. Over the past two years she has had recurrent aphthous ulcers. in her 
mouth and has had intermittent abdominal pain and diarrhea. On ee 
there are multiple tender lesions on the shins and forearms. TRA Mui re 
and vary from to 3 cm in diameter. Investigation we enog e M Eis 
/| (3.5-11.0 x 109/1), Platelets 198 x 109/l, ES mmv/hr, 
en sium 4.3 mmol/l, Urea 5.4 mmol/l, Creatinine 86 umol/l, Glucose 
AR سیت‎ X-ray is normal, Urinalysis is normal. 
i i is? = 2 UC 
b) کک‎ mi 5 causes of tis skin condition? 
c) How would you further investigate 
d) How will you manage? 
Answer: 
a) Diagnosis: 
* Crohn disease 


b) Causes of skin lesion: 2 
ni 
* Mycoplasma pneumo 
* Drugs like sulfonamides, OCP 


* UC and Crohn disease 


Wisdom Se, 


rieg 
hh 
e Hodgkin lymphoma 
e Sarcoidosis 
c) Investigations: 
e Colonoscopy US 


ucos: 
and to obtain m 
linear or stellate ulcer: 


: first to evaluate the colon and terminal ileum 
ually E تا‎ Typical endoscopic findings include aphthoig 
a strictures, and segmental involvement with areas of 

mucosa adjacent to inflamed mucosa.‏ مد 
pomara I a are present in less than 25% of patients but are highly.‏ 
Granulomas o 3‏ 
f Crohn disease. | f‏ 
suggestive a or a barium upper gastrointestinal series with smal‏ 
o CT Or ipo often is obtained in patients with suspected small bowe)‏ 
px ice Suggestive findings include ulcerations, strictures, and fistulas, in‏ 
doditon, CT or MR enterography may identify bowel wall thickening and‏ 
vascularity, mucosal enhancement, and fat stranding. Y‏ 

e Capsule imaging may help establish a diagnosis when clinical suspicion for small 

bowel involvement is high but radiographs are normal or non-diagnostic. 
d) Management: : 

e She should eat a well-balanced diet with as few restrictions as possible. Eating 
smaller but more frequent meals may be helpful. Because lactose intolerance js 
common, a trial off dairy products is warranted. 

e This diarrhea commonly responds to cholestyramine 2-4 9, colestipol 5 g, or 
colesevelam 625 mg one to two times daily before meals to bind the 
malabsorbed bile salts. f 

D Acute induction therapy-Anti-TNF therapies are recommended as the preferred. 
first-line agents to induce remission in patients with moderate to severe Crohn 
disease, either as monotherapy or in combination with thiopurines. 


e Anti-TNF therapy should be used in combination with an immunomodulator at 
least during the first year of treatment 


* Corticosteroids dramatically suppress the acute Clinical Symptoms or signs. An 
ileal-release budesonide preparation (Entocort), 9 mg once daily for 8-16 we 
induces remission in 50-70% of patients with mild to moderate Crohn dise 


involving the terminal ileum or ascending colon. After initial treatm 
budesonide is tapered over 2-4 weeks in 3 mg in W 
dose budesonide (6 mg/day) may be used for up 


e Anti-integrins may offer a thera 
lose response to, anti-TNF 


peutic option if she to do not respond to, 
when anti-TNF therapy h 


agents. e.g Vedolizumab, a mo | 
as failed or is not tolerated, — 1 A 


Short Essay Questions 


a) What is your diagnosis — 
b) Where is activo lesion? 


c) Do the CT brain findings 
d) How will you confirm tho diano Presenting ھ02۳2‎ ۵99.31 rur 


Answer; 
4) Diagnosis: 


* Brainstem Stroke at | 
with 7" nerve cf iA Pons because there is crossed hemiplegia of left side 
b) Site of lesion: 
* Pons 
c) CT findings: 
۰ as because Clinically lesion is at Pons not basal ganglia. CT is done in first 24 
_ hours that is Showing old lesion not active lesion. 
d) Diagnosis confirmation: . 
* Diffusion weighted MRI can detect lesion in first 24 hours 


Q.46) A 60 years old lady with history of hypertension came in ER with acute 
onset weakness of her right half of the body that resolved over 12 hours. She had 
suffered two similar episodes over the last three months. Examination reveals a 
BP of 130/80 mmHg and she has irregular pulse Cardiac auscultation reveals no 
murmur. CT scan brain is unremarkable. . 

a) What further investigations are required? 

b) Give three important steps of management? : 


Answer: 


à) Investigations: ^ i 
MRI with diffusion-weighted sequences is particularly sensitive for revealing 


x ` " 
acute or sub acute infarction, which is seen in up to one-third of cases despile 


resolution of clinical symptoms. 
Noninvasive imaging of the cervical vasculature should also be performed, 


‘ tecting significant stenosis of the 
i x ultrasonography is useful for detecting signi losis of the 
mei artery, and MR or CT angiography permits broader visualization 


ical and intracranial vasculature. 
J Macr. blood count, fasting blood glucose and serum cholesterol 
determinations ; 
inical Valvular lesion. 
s iography to see any subclinica nj da 
M Wen indicated to detect paroxysmal atrial fibrillation. 


b) Management: 


Wisdom و‎ 


٤ greater than 
ə Hospitalization 5 hould be cons dered because ABCD2 score ۲ 


Y s given : ا ور‎ 
ا و‎ iu rad at preventing further attacks a oke, Treat 
» Medical treatment i5 


i inhibi ۲ or 
pi n preferably with an angiotensin converting enzyme toi 
hypertension, at 9 


blocker i i 
جھ دم مور‎ regardless of the current low-density lipoprotein ley ۱ 
A statin shou 


GE j ial fibrillation, Treatment is with 
e Anticoagulation is started because paent MU heparin is not necessary bul 
warfarin (target INR 2.0-3.0); panong 7 in until the INR becomes thera 
some experts ا و سا‎ 0 of atrial fibrillation, dabigatran (150. 
For long-term anticoagu! 4 4 
27 twice daily), rivaroxaban (20 mg orally daily), apixaban (2.5-5 mg orally 
twice daily) are options وو ای‎ 7 
e ‘Anti do therapy is started if anticoagulation is not a option: Aspirin (81 mg 
acral) aspirin combined with extended-release ہے ار ھا‎ 
À lopidogrel (75 mg daily orally) all have similar efficacy. Cilostazol 
TUA Si ees ph had Ma i rn as aspirin at stroke prevention in an 
Asian population with less risk of hemorrhage. 2 
* Surgical Treatment: When arteriography reveals a surgically accessible high. 
grade stenosis (70-99% in luminal diameter) on the side appropriate to caroti¢ 
ischemic attacks, operative treatment (carotid endarterectomy) or endovaseul, 
intervention reduces the risk of ipsilateral carotid stroke, especially when TIA 
are of recent onset (less than 1 month) and when the perioperative morbidity a 
mortality risk is estimated to be less than 6%. 


Beira DL ae 4 
Q.47) A forty year old man during operation for right inguinal hernia sudden 


developed high-grade fever, tachycardia and hypertonia. Investigations ¢ 
operation table revealed: sodium 139mmoll/l, potassium 7mmol/l urea, 10r 


bicarbonate 18mmolll, creatinine 130 umol/l, PCO2 6.2kPa, PO2 735 
a) What is the diagnosis? و‎ : 


b) Give steps in the management. 


€) List three complications of the disease. 
Answer: 


a) Diagnosis: 


* Malignant Hyperthermia with ARF 
b) Management: ; 


* Stop general anesthesia 
* IV Dantrolene 2-5 mg/Kg is started 


1 2 fluids, cold Sponging are Started, 
emia is managed with IV calcium glue 
^ plus 25% ۸۷ and Kayexalate کو‎ 


iven according to PH. 
ed, 


+۸۷۷۲ ۲ Questions 


©) Complications s ۹ ۱ 2 
* 6 


W due Rhabdomyolyis 
* Coagulopathy 


. Respiratory acidosis 


* Cardiac Complications’ including VT, vr and MI 


a 48) oe yen e Man presented with progressive d 
۱۸۲۶ and arthra 
( gia for two onths. He also'complains of loin pain and increased 


(irregular), and CNS examinati hue ابا ات‎ tex of LUN Soe Oe AE 


erythematous nodules 
lymphopenia Catclum 40,9 nets SA qur Ue Blood CP shows ESR 45, 
a) What is the dlagnoste? ] Shows 1st degree heart block 
b) Name 4 other investigations to i 
Confirm th 

c) How will you treat this patient? 80053 
Answer: 
a) Diagnosis: 

e Sarcoidosis 
b) Investigations: 

* Laboratory tests mày show hypercalcemia (about 596 of patients) or 
hypercalciuria (2096). Angiotensin-converting enzyme (ACE) levels are elevated 
in 40-80% of patients with active disease. This finding is neither sensitive nor 
specific enough to have diagnostic significance. 

* Physiologic testing may reveal evidence of airflow obstruction, but restrictive 
changes with decreased lung volumes and diffusing capacity are more common. 


* Skin test anergy is present in 7096. E. 
* Radiographic findings are variable and include bilateral hilar adenopathy alone 
(radiographic stage |), hilar adenopathy and parenchymal involvement 
(radiographic stage II), or parenchymal involvement alone (radiographic stage 
IIl). Parenchymal involvement is usually manifested radiographically by diffuse 
reticular infilirates, but focal infiltrates, acinar shadows, nodules, and, rarely, 
cavitation may be seen t , a ] 

The diagnosis of Sarcoidosis generally requires histologic tens اس‎ 
noncaseating granulomas in biopsies. Transbronchial lung biopsy as a an 
yield (75-90%) as well, especially in patients with radiographic evidence «í | 


arenchymal involvement. ram i | 

. Bronchoe ا‎ lavage fluid n Nope reed 5 bu Characterized by an 

; i hocytes and a hig io. ! E 3 

but may be useful in following po.‏ ا ا ا ا 
Sarcoidosis.‏ 


€) Treatment: 


e Treatment with orai corticosteroids (prednisone, 0.5-1.0 


= E "mE MUPERRERSAE year 
usually required over months to years — 
edications, most commonly methotrexate aZatmopring, | 
wi intolerant of corticosteroids or who fa 


Long-term therapy 6 
٭‎  (mmunosuppressive IT 
infliximab, are used pr 
corticosteroid- refractory disease 


where 


Q.49) A 16 years old girl was referred to puc onpa san 
her personality. She was well at the age of 10, whe plese fro 
recurrent vomiting and weight. loss. M Ada ihe DUAE oP tee pus. 
treatment of suspected anorexia nerv , d Pp ri 
7 nge in her temperament. She became frritable an 

scil eed Her ist sie suggested psychiatric evaluation, 
On examination, she was prone to drooling and had slurred spoon CAE 
respiratory exaľninations were unremarkable. On, abdominal exam 7 on, she hz 
a three-finger, breadth liver and à palpable spleen. gie ri P rm 
dystonic posturing of her right hand, and there was lead-pipe rigidity in all I 
She had"bilateral redifced arm swing and bradykinesia. The reflexes and 
résponsés were nórmal. Ther; were no gross cerebellar features. 


She was referred for a medical opinion, with the following investigations: 


Na+ = 130mmol/l k+ = 4.2mmolll’ ° .  ureaz7.2mgldL 
Creatinine = 1.mg/dL ` bilirubin = 1.8Mg/dL * ‘albumin = 32g/l 
۷-٥٢ 85ء‎ U/l, . AST 762 IU/I Hb -9.8g/dL 

Alkaline phosphatase =220 IU/I/I یم‎ WBCs = 9:1091 
Platelets = 320x109/I MCV = 10211 PT = 16sec 


Comb's test = Negative 


a) What is the likely underlying diagnosis? 
b) Suggest a cause of her anemia. 
c) What further tests would you carry out to confirm your díagnosis? 
1) How would you manage this patient? 
Answer: 1 
a) Diagnosis 
* Wilson disease 
b) Cause of anemia 


* Coombs negative hemolytic anemia : 
€) Investigations: 


* The diagnosis is generally based on demonstr: 
i ation of incr 
excretion (greater than 40 meg/24 h and u Pb: 
low serum ceruloplasmin levels (less 
او‎ [50 mg/L] is diagnostic) 


Short Essay Questions 


c) Management: 


Q.50) A 35 years old femal 
weakness and lethargy progre 
history of recurrent oral ulce 
CBC shows pancytopenia, Hb: 
Platelets: 90,000/cmm, MC 
Systemic examination is unremar 


45 


cerebellar copper even earl 


yin the c 
If available, molecular anal ourse of the disease 


ysis of ATP7B mutations can be diagnostic 


Restriction. of dietary Copper ( 


chocolate) may be of value Shellfish, organ foods, nuts, mushrooms, and 


Oral penicillamine 0.75- 

food) has been the ay steed qu dmided dases-tskon a ےت چوس‎ 
copper. Oral کا اکا‎ ED Choice and enhances urinary excretion of chelated 
antimetabolite of this en per week, is added because penicillamine is an 

If penicillamine 1 

intolerance ا جس‎ cannot be tolerated because of gastrointestinal 
marrow CRUS ensitivity, autoimmune reactions, nephrotoxicity, or bone 
chelating & n onsider the use of trientine, 250-500 mg three times a day, a 
effects 3 as effective as penicillamine but with a lower rate of adverse 
یں‎ acetate or zinc gluconate, 50 mg three times a day, interferes with 
! pe ina ا‎ of Copper, promotes fecal copper excretion, and has been 
used aS irst-line therapy in pre symptomatic and those with neurologic disease 
and as maintenance therapy after decoppering with a chelating agent 
Ammonium tetrathiomolybdate, which complexes copper in the intestinal tract, 
has shown promise as initial therapy for neurologic Wilson disease 

Treatment should continue indefinitely. Supplemental vitamin E, an antioxidant, 
has been recommended but not rigorously studied. 

Once the serum non-ceruloplasmin copper level is within the normal range (50- 
150 mcg/L), the dose of chelating agent can be reduced to the minimum 
necessary for maintaining that level. 

Liver transplantation is indicated for end-stage cirrhosis (with excellent 
outcomes), and, in selected cases, intractable neurologic disease. 

especially siblings, require screening with serum 
chemical tests, and slit-lamp examination or, if the 
with mutation analysis. 


Family members, € 
ceruloplasmin, liver bio- 
causative mutation is known, 


c has presented, with the complaints of generalized 
ssively increasing over the last 2 months. She has a 


rs as well. 
7gldl, TLC: 2000/cmm, 


V: 104fL 
kable except for pallor (+++) 


i es, 73 " 
a) Give four probable caus justification. 


b) What investigations wi 


Il you advise? Give 


Answer: 
a) Causes: 


SLE 
HIV 
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e B 12 deficiency 
e Acute Leukemia 


b) Investigations: 
; ۰ ات‎ film may show blast cells in case of acute leukemia 


ANA, DsDNA, urine for proteinuria to rule out SLE. 

HIV serology by Elisa then confirmed by western Blot to rule out HIV as cause of 
oral ulcers and bone marrow suppression. 

«Serum B 12 and folic acid level, intrinsic factor antibody l l 
Bone marrow examination may show blast cells in case of leukemia, and in B 12 
deficiency will be hyper cellular with trilineage differentiation. Erythroid precursors 


are large and often oval 


o‏ سے - ہہ 
Q.51) A 16 years old girl is brought to Casualty by her parents, complaining of‏ 
headache, fever and diarrhea. Over the following three hours she becomes‏ 
increasingly unwell. She has no significant past medical history. There is no‏ 
history of recent travel. Her periods are regular with last period-finished two days‏ 
previously. On examination she is unwell with a fever of 40 C. her blood pressure‏ 
is 70/30 mmHg with heart rate 120 per minute. Her chest is clear on auscultation‏ 
and her abdomen is soft and non-tender with no detectable organomegaly or‏ 
masses. A diffuse macular rash is noted over her truck.‏ 
Investigations reveal hemoglobin 10.5 g/dl, WBC 19.5 x 10 9 /I, Platelets 80x10 9‏ 
Serum sodium 137 mmol/l, serum potassium 3.2 mmol/l, serum urea 16.6m! /‏ 
serum creatinine 216 umol/l (60 — 120 umoll/l), serum bilirubin 7umol/l‏ ,)6.6 — 2.5( 
(3-16umol/l), serum aspartate transaminase 61 IU/I, serum alkaline phospha‏ 
IU/I, serum albumin 41 g/l, serum lactate dehydrogenase 195 IU/I (NR 10-25‏ 115 
IU/I).‏ 

a) Whatis the likely diagnosis? 

b) Given three other diagnoses in this case. 

c) Given three important investigations. 


Answer: f 
a) Diagnosis: : 
e Toxic Shock Syndrome (due to Staph. Aureus exotoxin released 
of tampons) 
b) DD: 
+ DIC/Septic Shock due to gastroenteritis 
٭‎ Meningococcemia : 
* HUS/TTP i 
c) Investigations: : 
* Blood cultures are usually negative in case of toxic shock syndrome 
* High vaginal swab then culture and sensitivity — . M. 
* Stool C/E and culture to rule out Gastroenteritis as cause. 
* PT/APTT, D- Dimers, fibrinogen levels are deranged in case 


Short Essay Questions 


Hb 13 g/dl, TLC 1500/cmm 


umol/l), ALT 15 U/I, Alkaline Phosphatase 95 u/l (40 - 125) 
a) What is the most likely diagnosis? 


b) List three other differential diagnoses 
c) Given five investigations you would like to perform. 
Answer: 
a) Diagnosis: 


Platelets 200000/cmm, S. bilirubin 6.8 umol/l (3 — 16 


e HIV Seroconversion 


b) DD: 
e Infectious Mononucleosis 
e CMV 


e Lymphoma 
c) Investigations: 
e HIV serology by ELISA then confirmed by Western blot 
e Excisional lymph node biopsy to look for Reid Sternberg cells in case of 
lymphoma 
e PCR for CMV 
e |n infectious mononucleosis CBC show an initial phase of 
granulocytopenia followed within 1 week by lymphocytic leukocytosis 
(greater than 50% of all leukocytes) with atypical lymphocytes (larger than 
normal mature lymphocytes, staining more darkly, and showing 
vacuolated, foamy cytoplasm and dark nuclear chromatin) comprising 
more than 10% of the leukocyte count. 
Manospot test (Heterophil antibody) for IM. 


i i iting 
resents with two months history of headache, vom 
Qu ei arid tas cielo pid left sided hemiparesis for one week. He has 
v pli. s ifo» 20 years. He is disoriented. Bp140/85 mmHg, pulse 71/min 
UU 5 ps 98 F and digital clubbing. There is no neck stiffness herren 
Wheeze ia dibS over chest. Rest of physical examination is normal. 
a i likel diagnosis? A 
2 hi fiin investigations to reach the diagnosis. a 
c) Give 3 treatment options. 


Answer: 
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a) Diagnosis: 
2 ۰ +1٥ Carcinoma with Cerebral Mets 


b, Investigations: 
« CT Brain with IV contrast t 
۴ CXR PA view to look for any mass lesion 
+ CT Chest with contrast 3 ۱ 
» Biopsy via bronchoscopy or VATS for histologic type of CA. 


° c) Treatment: 

» For Bronchogenic Carcinoma we. 
Chemotherapy and Radiotherapy, ! 

* For Non-small cell bronchogenic CA following treatm 

e For stage |, surgical resection is done 

` « Fro stage ll, resection plus chemotherapy is started 

* For stage Illa, resection plus chemotherapy and radiotherapy 

e For stage lllb, only radiotherapy and chemotherapy r 

* For stage IV. symptomatic palliative surgery and chemotherapy is started? 


o see for Mets and brain edema 


have 3 treatment options of Surgery 
t will depend upon histologic type. 
ent is given. 


7 


Q.54) A 40 year old man presented with gradual and progressive weakness 
proximal limb muscles. There is two day history of difficulty in swallowing a 
has regurgitationof food. On examination there is symmetrical proximal muscle 
weakness with normal tone and deep reflexes. There is no facial and o 
muscle weakness. 
a) What is your diagnosis? 
b) What four investigations you will advise? 
c) How will you treat? 
Answer: ar 

a) Diagnosis: 

e Polymyositis 


b) Investigations: 


Measurement of serum levels of muscle enzymes i i i 
evel , especially cri kine 
Aldolase, is most useful in diagnosis and in NSS of doc RE | 

* Anemia is uncommon. The ESR and C-reacti i ( 

inco -reactive pri anai 
not reliable indicators of disease activity. poten ara EE 
. میمت‎ factor is found in a minority of patients 
* Anti- nuclear antibodies are i S ۱ those 
۱ present ih m i vho | 
an associated connective tissue disease all pana 020 NC 


* Anti-Jo-1 antibody, is. i / 
اھ0‎ AO Seen in the subset of patients who have a 


۱ nonerosive polyarthritis, fever. "mechani 
۰ Anti-SRP (anti-signal" recogniti : مرا‎ a 
m Polymyositis, and سوج اپ دش‎ ner 
Shows polyphasic Potentials, fibrillations and high 


Short Essay Questions 


49 
potentials è 


e Muscle Biopsy: the path 
in ol of Poly 
encomysial infiltration of uid m 


c) Treatment: 


yositis characteristically includes 
the inflammatory infiltrate 


b cotier. 
be stated ie Often a daily dose of 40-60 mg or more of oral 
re 


E le requi initially. The dose is then adjusted downward while 
g muscle strength and Serum levels of muscle enzymes. 


* |f resistant or intolerant to Corticosteroids, therapy with methotrexate or 
azathioprine may be helpful 


* Intravenous immune globulin is effective 
* Mycophenolate mofetil (1-1.5 9 orally twice daily) may be useful as a steroid- 
Sparing agent 4 


. Rituximab has achieved encouraging results in some patients. 


on exertion when she would notice that she is dragging her right leg. She has to 
rush tc the toilet these days because she fears she may wet herself. She had two 
episodes of vertigo and diplopia over last one year, which disappeared 
spontaneously. 5 
Examination revealed reduced Power in both legs more so on the right side. The 
sensations to pinprick and temperature were impaired over the left foot and 
extended along the lateral aspect of the leg and reached-up to the umbilical region 
but a clear dermatomal pattern could not b established. The knee jerks and ankle 
Jerks were brisk andeboth plantars were up-going. 

a) What is the most likely diagnosis? Given reasons for making your 

diagnosis? ۹ 1 

b) Given three important investigations for confirming the diagnosis. 

c) Given 4 steps in the management of this patient. 
Answer: 4 

4) Diagnosis: 

* Multiple Sclerosis > : 4 1 
* Because more than 2 clinical episodes at different time (dissemination of 
space qnd time) - 
b) Investigations: 8 ۰ 
* MRI Brain: In Tl-weighted images, hypo intense "black holes probably represent 


nt axonal damage. Gadolinium- enhanced Ti-weighted images e 
may fig RN of active inflammation with breakdown of the blood-brain 


barrier. which helps identify newer lesions. T2-weighted images provide 


information about disease burden or total number of lesions, which typically ہت‎ 


appear as areas of high signal intensity. 
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infratentorial, or spinal) are 
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e Four typical sites (periventricular, 

۰ EE ام‎ mild lymphocytosis or a slightly increased protein concentration in 
the cerebrospinal fluid, especially soon after an acute relapse l 3 

e Elevated IgG in cerebrospinal fluid and discrete bands of IgG (oligocional bands) 
are present in many patients. 

c) Treatment: 3 

j Recovery from acute relapses may be hastened by treatment with 
corticosteroids, but the extent of recovery 5ا‎ unchanged. Intravenous therapy is 
given first-typically methylprednisolone 1 g daily for 3 days followed by oral 
prednisone at 60-80 mg daily for 1 week with a taper over the ensuing 2-3 
weeks. Long-term treatment with corticosteroids provides no benefit and does: 
not prevent further relapses 


e Inpatients with relapsing disease, numerous چا‎ à 
efficacy at reducing the frequency of attacks. Natalizumab is highly effecti 
but increases the risk of developing progressive multifocal leukoencephalopathy, 
its use is therefore generally restricted to patients in whom testing for JC vi 
antibodies is negative 

e Fingolimod is associated with fatal disseminated varicella zoster infection, and 
immunity must be demonstrated prior to treatment initiation 

e Alemtuzumab is also associated with disseminated zoster as well as 

development of autoimmune disease and malignancy. 

Symptomatic therapy for spasticity, neurogenic bladder may be required. 


Physiotherapy and occupational support 
Depression and even suicidality can occur in multiple sclerosis and may wo 
with interferon beta-la therapy; screening and conventional treatment of 

symptoms are appropriate 2o c 


juxtacortical, 


medications have well-established 


ears old male was admitted for investigations of h 
dy ]3038ء‎ 40mg daily two weeks Niels. 
eveloped tetanic spasm of his han i : Na: 
rbonate 34 mmol/l. Modo ic 
emical abnormality? 
of this tetany? 


Short Essay Questions 


ə Hypertensive : 
, Hypokalemia 
^ Metabolic alkalosis 


3) What is most probable diagnosis? Justify. 
b) What are your differentials? Given at least three. 
c) Given 5 investigations. 


d) Given 5 steps in management. 


Answer: 
2) Diagnosis: 
* Cerebral Malaria 
* Because patient having high grade fever, ASOC, summer season in 
which it is more common, on examination finding of splenomegaly which 
is favoring Malaria rather than Heat Stroke and labs showing anemia and 
increased bilirubin suggesting hemolysis. 
b) DD: 
٠ Heat Stroke 
. Meningeoencephalitis 


. Sepsis with MOF 
c) Management: 
* He will be admitted in ICU, airway will be secured ps | 
۰ i ce of fluids and electrolytes; respiratory and EN | 
Mpix os of blood transfusions, anticonvulsants, antibiotics fo سس‎ 1 
infections. and hemofiltration = ا‎ With high parasitemia (greater 
than 5-10%), exchange transfusion can be used. E i | 
MER 


٠ stand. care for severe malaria is intravenous artesun 
Pa یھ‎ efficacy and better tolerability than 
administered in four doses of 2.4 mg/kg over 3 days, 
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* IM artemether can also be used for cerebral malaria. 


no history of rash. She also compl tigation 
ہت‎ blood picture, urine RE is normal. LFTs show serum bilirubin: 1 mg/dl, 


serum ALT: 68 IU, serum alkaline phosphatase: 690 IU. Ultrasound abdomen is 


reported normal. 4 " 00ا‎ " 
a) Name investigations that you would ask for in this patient, giving justifications, 


b) Give three differential diagnoses. 

c) Give three steps in management of this patient. 

Answer: E 

a) Investigations: d 
* The diagnosis of PBC is based on the detection of antimitochondrial anti- bodies 

in serum 

» Liver biopsy is not essential for diagnosis but permits histologic staging in PBC 
e MRCP to rule out PSC and other cases of bile duct obstruction not seen on USG. 
* ANA may be positive as PBC is autoimmune disease 

b) Differentials: a 


. PBC 
B PSC 
۰ Secondary biliary cirrhosis 


) Management: : 2 
* Cholestyramine (4 g) in water or juice three times daily may be be 
pruritus. colestipol and colesevelam have not been shown to reduce 
Rifampin, 150-300 mg orally twice daily, is inconsistently beneficial. 
Opioid antagonists (eg, naloxone, 0.2 meg/kg/min by intravenou 
naltrexone, starting at 12.5 mg/day by mouth) show promise in the | 
pruritus but may cause opioid withdrawal symptoms. 
The 5-hydroxytryptamine (S-HT3) serotonin receptor antagonist on 
mg orally three times a day as needed, and elective 
inhibitor sertraline, 75-100 weg orally, و‎ vide 
refractory pruritus, plasmapheresis or extracorporeal alb 
needed. Modafinil, 100-200 mg/day orally, may improve c 
is poorly tolerated. PEN 
* Deficiencies of vitamins A, D, and K may occur if 
E aggravated when cholestyramine is admin 
* Because of - سا‎ of toxicity, Ursodeox 


Short sey wUveslilons 


a) 


b 


LI 


) You are asked t 

very from anesthesia foro) Aged 
months. She looked Pale a 
100/min, regular and feeble, 
2) What is the most likely di 
5) Given three investigation 
c) Give three steps in the m 
Answer 


For patients with 
a 
ce vanced disease, liver transpi ine URS 
ERCP for second Plantation is the treatment of 
ary Causes ang has some role in PSC 


۱ female in Gynae unit 

el } with delayed 

d CR D&C. she has amenorrhea for the last 6 

det Pec sg so dae BP: 70/30 mmHg, pulse 
Public and axilla 

agnosis? dcc ng 

S to confirm the diagnosis. 

anagement of this case. 


Diagnosis: 


Panhypopituitarism 
Investigations 


The diagnosis of secondary hypoadrenalism can usually be confirmed with the 
cosyntropin test. At 8 AM, blood is drawn for serum cortisol, ACTH, and 
dehydroepiandrosterone (DHEA); then 0.25 mg of cosyntropin (synthetic 
ACTH4 54) is administered intramuscularly or intravenously, Another serum 
cortisol is obtained 45 minutes after the cosyntropin injection; a stimulated serum 
cortisol of less than 20 mcg/dL (550 nmol/mL) indicates adrenal insufficiency. 
With gradual pituitary damage and early in the course of ACTH deficiency, 
patients can have a stimulated serum cortisol of 20 mcg/dLor more but a 
baseline 8 AM serum cortisol less than 5 mcg/dL (137.5 nmol/L), which is 
suspicious for adrenal insufficiency. ۱ 
The baseline ACTH level is low or normal in secondary hypoadrenalism, 
distinguishing it from primary adrenal disease. 

The serum DHEA levels are usually low in patients with adrenal deficiency 

MRI of the hypothalamus and pituitary is indicated . . 


i | or low serum FSH. 
Low serum estradiol and a norma 
m free thyroxine (FT4) and a normal or low serum TSH. 


Low seru 


.c) Management , 
A. General Measures : 


5. Specific Therapy 


ert bracelet. P 
d immediately and vigorously, with hydrocortisone 


ncreased doses. 


Advised ta wear a medical al 
All infections should 7 
administered at appropriately ! 


hyd 

Maintenance therapy 15-30 mg d d 
doses, two-thirds in the morning | 

| s. 9 the morning 
Prednise i in doses of about 2-4 mg orally i^ 

dnisolone 

Prednisone or methylpre 
apd 1-2 mg in the evening. 


rocortisone orally daily in two divided 
hird in the late afternoon or early 
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e When serum DHEA levels are less than 400 ng/mL, women may also be treateg 


d USP-grade DHEA i 
D CUN "ds to correct hypothyroidism only ane ae is 
assessed for cortisol deficiency or is already receiving corticoster TE e typi a 
maintenance dose is about 1.6 meg/kg body weight, averaging meg daily 
with a wide range of 25-300 meg daily. a 
Symptomatic GH deficiency may be treated with a subcutaneous recombinant 
human growth hormone (rhGH, somatropin) injections starting at a dosage of 
about 0. 2 mg/day (0. 6 international units/day), administered three times weekly, 


.60) a 42 year old man in brought to the emergency room by ambulance aftera 
سا‎ Eu severe retrosternal chest pain not relieved by three doses o 
sublingua! nitroglycerin. He describes the pain as sharp, constant, and unrelat ed 
to movement. He has never had symptoms like this before. His only medical 
history is hypertension, for which he takes enalapril. There is no cardia disease ij 
his family. He does not smoke, drink alcohol, or use illicit drugs. He is a squash 
coach at a local club, and is usually physically very active. 
On examination, he is a tall man who appears uncomfortable and sweaty. He 5 
afebrile, with a heart rate of 118/01 and blood pressure of 156/100 mm Hg in 
right arm and 188/94 mm Hg in the left arm. His head and neck examinatio 
unremarkable. His chest is clear on auscultation bilaterally, and note is made 
pectus excavatum. A soft, early diastolic murmur at the right sternal borde 
audible. His abdominal examination and neurologic examinations are normal. 
chest X-ray shows a widened mediastinum. 4 
a) What is the most likely diagnosis? Given reasons. 
b) Give three investigations to confirm the diagnosis. 
c) Give three steps in management of this case. 


nswer: 
a) Diagnosis: 
e Aortic dissection 
Investigations: : 
* ECG shows Left ventricular 
is often present. Acute cha 
develop unless dissection in 


* Trans esophageal ech i TE i 
imaging method. E ےا تو مت‎ 
SG E uw tU 
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c) Management: 


. 
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Treatment requires a si ; 
100-120 mm Hg. Imultaneous reduction of the systolic blood pressure to 


t desirable effect of reducing the left ventricular 
ken the arterial wall and should be first-line 


minutes (maximum dose 300 mg 
reached. Alternatively, 2 mg/ min m 
to desired effect. 


If beta-blockade alone does not control the hypertension, nitroprusside may be 
added as follows: 50 mg of nitroprusside in 1000 mL of 5% dextrose and water, 
infused at a rate of 0.5 mL/min for a 70-kg person (0.3 meg/kg/min); the infusion 
rate is increased by 0.5 mL every 5 minutes until adequate control of the 
pressure has been achieved 

Morphine sulfate is the appropriate drug to use for pain relief. Long-term medical 
care of patients should include beta-blockers in their antihypertensive regimen. 
Urgent surgical intervention is required for all type A dissections. 

Urgent surgery is required for type B dissections if there is aortic branch 
compromise resulting in malperfusion of the renal, visceral, or extremity vessels. 


ay be given by intravenous infusion, titrated 


Se ee ETE 
Q.61) A patient with known CLD presents with history of sudden sharp pain in the 
right hypochondrium with Increased girth of abdomen. On examination he had 
tender abdomen, palpable liver with total span of 14 cm. Spleen palpable 3 fingers 
below the costal margin. Rest of the systemic examination was normal. 
a) What is the differential diagnosis? a 
b) What investigation would you request for the diagnosis? 
c) What is the treatment? 
d) What is the prognosis? 
Answer: 

3) Differential Diagnosis 


b) Investigations 


e Budd Chiari Syndrome 
e Veno occlusive disease 
e HCC 
e SBP 
e Hepatic abscess 
Hepatic imaging studies may show a prominent caudate lobe, since its venous 
i be occluded. 
molt is test of choice is contrast-enhanced, color, or pulsed-Doppler 
ھا‎ i for detecting evidence of hepatic venous or inferior vena caval 


thrombosis. 


56 


nd intravenous gadoliniy 

ent- echo sequences a c * 
Tones the obstructed veins and collateral vessels. i 
s | webs and occluded hepatic veins ("spiqs 


e MRI with spin-echo 
i isua 
injection allows V 

e Direct venography can delineate cava 


ly. تچ‎ 
" pattern) most precise i ۱ | 
ا‎ T or trans jugular liver biopsy In Budd-Chiari syndrome may b 
. e 


the results of noninvasive imaging are inconclusive an 

Cages NA en characteristic centrilobular congestion and fibrosis and چان‎ 

multiple large regenerative nodule 

7 ment : à , 

2 irre should be treated with salt and fluid restriction and diuretics: f 

e Anticoagulation with Low-molecular- weight heparins 5ا‎ preferred ove 

unfractionated heparin because of a high rate of  heparin-induce 

thrombocytopenia with the latter. i 

e Infusion of a thrombolytic agent into recently occluded veins has been attempte 
with success. 

e BDefibrotide, an adenosine receptor agonist that increases endogenous tissu 

plasminogen activator levels, has shown promise in the prevention and treatmen 

of sinusoidal obstruction syndrome. i 

* TIPS placement may be attempted in patients with Budd-Chiari syndrome ar 
persistent hepatic congestion or failed thrombolytic therapy . 

* Balloon angioplasty with placement of an intravascular metallic stent, is pi 
in patients With an inferior vena caval web and With a short segm 
thrombosis in the hepatic vein 

* Liver transplantation can be considered. 

d) Prognosis: 


* The overall 5-year survival rate is 50-90% with i 
without intervention). ; کت کت‎ 


chronic liver injury. 


* 3-month mortality may be predi 
cte ich is b 
encephalopathy, ascites, 00 ds es e Wb S 


n time, and bilirubin. 


first but loud Seco cultatio ; 
nd n of 
inspiratory crackles, heart Sound chest examination hie 


Is bi 


Short Essay Questions 
a) What is the likely diagno, 

J sis? 7 
b) How will you investigate this case? 


a) Diagnosis 
Systemic Scler, 
heart failure 

b) Investigations 


osis with Pulmonary HTN (due to Pulmonary 


fibrosis) and Right 
A Ld 


* Anticentromere antibodies areéeen in 50% of those with CREST syndrome and 
in 1% of individuals with diffuse scleroderma 
* Anti-RNA polymerase لا‎ antibodies develop in 10-20% of scleroderma patients 
ا‎ e correlate with the development of diffuse skin disease and rena 
nsive crisis. 
* ECG may show right ventricular hypertrophy and P Pulmonale. 
* CXR PA view 
* Echocardiography to measure TVPG and confirm right heart failure 
* Pulmonary function tests may show restrictive pattern 
* 6mint walk test to check exercise capability 
c) Management 
* Diuretics to relieve pedal edema. - 
+ She should take medications in liquid or crushed form. E: 
can be reduced and the risk of scarring diminished by avoidance of late- ~ 
night meals and by the use of proton pumps inhibitors. (eg. omeprazole: 
20-40 mg/day orally). a 1 
Eat small, frequent meals and remain upright for at least 2 hours after eating 
Cyclophosphamide improves dyspnea and pulmonary function tests 
modestly in patients with severe interstitial lung disease. او‎ 
Mycophenolate mofetil, | g twice daily, Stabilized lung function in smail 
لک‎ studies of patients with interstitia! lung disease. E 
z i tor antagonist, improves exercise capacity 
Bosentan, an endothelin recep x oe 
and cardiopulmonary frag techie 2 patients pulmonary 
t digital ulceration 
hypertension and helps preven 
۰ و‎ or prostaglandins (delivered by conte pin snis infusion 
or intermittent inhalation) may also be useful in treating pulmonary 


hypertension herapy with or without stem 
level, immunoabiative therapy ۹ 
. Atan d promising results for some patients with severe, F 
ce 
2 


rapidly progressive diffuse scleroderma f 
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Q rnold lady presented with impaired consciousness and d I 
Todd ie i leet M m Sie was on tablet yo Mida 5 mg twice daily ar 
Metformin tgm dally with tablet ا‎ nalapril 6 mg A T ہے‎ 
Investigations revealed HB 16 g/dl, TLC 14000, — he being - 
120 pmol/l, blood sugar 589 mg/dl, Na 160 mmol/l, 0, molt, > 
scan brain are normal, 

a) What is the diagnosis? 

b) Enumerate 4 most Important management stapes, 


Answer 
a) Diagnosis ٠ 
Hyperglycemic Hyperosmolar State with Acute Kidney Injury 
b) Managemont 
1. Fluid Replacement d 
* Fluid replacement is of paramount importance in treating onketot 
hyperglycsmic coma, 
* Fluid therapy should be, initiated with 0.9% saline initially then O45% | a 
Appears to be preferable, +98, 
* As much as 4-6 L of fluid may be required in the first & - 1 0. 
» monitoring of the patient is required for proper sodium and water 
* Once blood glucose reaches 250 mg/dl. (13.9 mmol/L), fluid replacen 
include 5% dextrose in either water, 0.45% saline solution, or 
Solution b í à 
* An important end point of fluid therapy is to restore urinary outp 
more, . 
2. Insulin . 
Start the insulin infusionfrate at 0 05 units/kg/h (bolus is not ne 
lower blood glucose levels by 50-70 mg/dL per hour 
Stabilized and the blood glucose falls to around: 
subcutaneously, i 
3. Anticoagulation with low molecular heparin. 
4, Phosphate 
viridi iad phatemia (serum phos 
during. therapy, phosphate replacem 
ا‎ 


“is * 


5 0 


short Essay Questions 


وو ا جود = answer:‏ 


a) Diagnosis: 


Pheechromocytoma 


b) Tests: 


after sitting quietly i n may be obtained 
Pheothroroc 7ے‎ the laboratory for at least 15 minutes. Normal levels rule out 
Assay of urina F 
most P P ochromacytome qug ھا‎ 900٥ and creatinine effectively confirms 
metanephrines e A XL ia re etected by elevated plasma fractionated 
overnight or shorter ue Ine specimen is usually obtained, although an 
generally have more th ction may be used; patients with Pheochromocytoma 
creatinine ANAA e than 22 meg of total metanephrines per milligram of 
€, and more than 135 mcg total catecholamines per gram creatinine 

2. Imaging. A non-contract CT: scan of the abdomen is performed. with thin 
sections through ihe adrenals. The CT usually shows an adrenal mass with a 
density greater than 10 HU. If an adrenal mass is present, another CT is 
immediately performed. infusing nonionic contrast (to reduce the risk of 
stimulating catecholamine release from a Pheochromocytoma) with a "washout" 
protocol : مې‎ 

MRI scanning has the advantage of not requiring intravenous contrast dye: its 
lack of radiation makes it the imaging of choice during pregnancy and childhood 
and for serial imaging. 


c) Treatment 
1. Medical 


۰ 


‘increasing gradually by 


Alpha-blockers are typically administered preparatory to surgery. 
Phenoxybenzarnine is a long-acting nonselective alpha-blocker with a half-life of 
24 hours; it is given initially in a dosage of 10 mg orally every 12 hours, 
; about 10 mg/day about every 3 days until hypertension is 
doses range from10 mg/day to 120 mg/day. Doxazosin 


cogtrolled M pha-1-blocker, may also be used in doses of 2- 


(half-life 22 hours), a selective al 
32 mg daily. A TE 
T ifedipine - rdipine ER) are very effective 
i | blockers (nifedipine ER or nica ery ef 
MR ME ded to alpha- blockers, but may beso alone! کت‎ 
is initially given orally at a dose of 30 mg/day, increasing vicia 
mavit MS 60 mg twice daily. Calcium channel blockers are supe! 


h ine for long-term use x اد‎ E d 
Sete NN metoprolol XL) are often required after institution of alpha 


blockade or calcium channel blockade. 


2 Surgical is the treatment of choice. 


omas 3 : 
‘Surgical removal of ام‎ 2 large and invasive tumors require open 
referred, 


Laparoscopic surgery iS P 
laparotomy. 
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3. Metastatic 


Metyrosine reduces catecholamine synthesis but does not impede ți 
Progressive growth of metastases; the initial metyrosine dosage is 250 mg four 
times daily, increased daily by increments of250-500 mg to a maximum of4 g/d 
e 131/i-MIBG Therapy 

About 60% of patients with metastatic pheochromocytoma have tumors with 


Sufficient uptake of 1231-0186 on diagnostic scanning to allow for therapy 
high-activity 1311-۸186 


Q.65) A 55 year old women is admitted to casualty department with the complain; 


of sudden, severe headache and vomiting. She is afebrile, pulse 72/mm, Bp. 
170/110 mmHg. She has neck rigidity. 
a) What is the most likely diagnosis? s 
b) What is the common Cause of this condition? 
c) Give two important complications. 
d) Give important investigations for diagnosis 
€) Name treatment options. 
Answer: 
a) Diagnosis: 
e SAH 
b) Cause: 
* Rupture of an arterial saccular berry aneurysm or from an arterioveno! j 
malformation. 
C) Complications 
e Acute Hydrocephalus 
e SIADH 
e Others Hemiplegia or other focal defects and renal Salt wasting syndro m 


M 
ations: 


_ A CT scan (preferably 


with CT angiography) should’ be Perfo! 
| immediately to confi 


at hemorrhage. has occurred and to search : 


Short Essay Questions 


61 
e The systolic blood pressur: A 
ا‎ € should be lowered to 140 mm Hg until the aneurysm 
e Definitive treatment, ideally wi 
clipping oft h Y within 2 days of the hemorrhage, requires surgical 


e aneurysm or endo 
vascular treatm: 
the latter is some- times ease leven ent by interventional radiologists, 


morbidity than surgery for inoperable aneurysms and has a lower 


Q.66) A 55 year old man complains of fre 
last 5 years. On examination he was 
revealed a palpable tender mass in th 
normal cranial nerves, a positive Ro 
going plantars. 

a) What is the differential diagnosis? 

b) Write 3 relevant investigations 

c) How you will manage this case? 


quent attack of diarrhea with blood for 
pale, pulse 90/mm, abdominal examination 
e lower abdomen. CNS examination showed 
mberg's test, absent ankle, knee jerks and up 


Answer: 
a) D/D: 


e Sub acute combined degeneration of Cord due to Vitamin B12 deficiency 


possibly due to poor absorption because of Crohn disease, Ulcerative 
Colitis. TB or Lymphoma M 


b) Investigations: 
e Vitamin B 12 level to confirm its deficiency 
e Colonoscopy with Biopsy 
e CT abdomen with Contrast 
c) Management , 
e He will be admitted 
e |V fluids will be given 
e PCV according to Hb 
e 100 mcg cyanocobalamin intramuscularly daily for 1 week, then weekly for 1 
month, and then monthly for the remainder of the patient's life. : ۱ 
ing to cause, In case of Abdominal TB ATT will be 
/ dud d ا‎ eee! resection or Chemotherapy according to stage 
* For Crohn disease corticosteroids, |mmunomodulating drugs: Azathioprine, 
mercaptopurine, or methotrexate is started. 5 : 
* For crohn also Anti-TNF therapies-Infliximab, adalimumab, and certolizumab are 


used to induce and maintain remission. 


QS 1 week. Her 
-67) - mi man presented with fever and headache for 

pet 02 st a oh is 104/mm, respirations are 24/mm, and blood‏ ہے ا 

pressure is 135/88 mm Hg. She is disoriented. On examination she is jaundiced. 

There are a few scattered petechiae over the trunk and back. She has conjunctival 


hemorrhages: Neurologic examination shows no localizing sign. 


62 M تج ا‎ oT 
Laboratory studies show: od erythrocytes Leukocyte coun, 
Hematocrit 32 % with fragmente Q/ou mm i 
12,505/cu.mm, Platelet counts 20,000/cu.mm. tin time 30 sec, D „Dimer negati 


las 
Prothrombin time 10 sec, Partial ip nier Total 3.0 mg/dL, direct 0.5 mg/dL 


Creatinine 3.0 mg " A 
vods M Shas 1000 U/L. Blood and urine cultures are negative. A 


scan of the head, shows no abnormalities. 


a) What is the differential diagnosis? i j , 
b) What is the most likely diagnosis? Give reasons. 


c) How will you treat? 
Answer: 
a) DD 
e TIP 
* HUS 
e DIC 
* Cerebral Malaria 
e Leptospirosis 


d and nucleat 


b) Diagnosis S 
TTP as patient pentad of fever, neurological. signs, thrombocytopenia, 
involvement and MAHA : 

c) Treatment 

* She will be admitted in ICU 

* Anlipyretics, IV fluids and cold sponging for fever 

* Plasma exchange usually is administered on i il la 
LD have earned to ood for at least 2 days, after Wi 

treatments may be tapered slowly while the platelet count and Li 


; of insufficient response to once-daily pl: 


7 


short Essay Questions 
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0.68) 29 years female, housewife came in m 
abortions during first trimester for last 3 y 
On examination she is healthy looking and 
pregnancy test positive, Hb 8.2 g/dl, WBC 4. 
a) What is the diagnosis? 
b) List disorder associated with the condition. 
c) How will you manage her during and after pregnancy? 
Answer: 3 

a) Diagnosis 

Antiphospholipid syndrome 
b) Associated Disorders 


edical OPD with a history of recurrent 
ears and swelling of left four months. 
has swelling of left leg. Investigations: 
7 x 103/L, platelet count 132 x 103/L . 


SLE‏ ٭ 
Migraine‏ * 
CVT‏ .€ 


e Autoimmune Hemolytic Anemia 
c) Management 

o The optimal treatment for APS in pregnancy is unclear but generally 
involves administration of a heparin compound and low-dose aspirin (81 
mg) 

o Treatment is typically continued through pregnancy and the early 
postpartum period for thromboprophylaxis. 

o ۲۱١۸۷۷۲ is used for this indication. 

o The use of corticosteroids and intravenous immunogiobulin is of «unclear 
benefit in these patients, and neither treatment is recommended. 

o After pregnancy anticoagulation with Warfarin for long life keeping INR Z- 
3, if recurrent on this INR then keep target of 3.0 


MÀ‏ ب 
Q.69) A 30 year old man is admitted to the medical ward complaining of‏ 
intermittent high fever for five days, associated with sore throat cough and body‏ 
aches. Examination reveals inflammed throat with scattered ronchi in the lungs.‏ 
He is started on azithromycin and Panadol. Three days later she suddenly‏ 
collapsed. His BP is reached at 70 systolic and his pulse is irregular. ECG shows‏ 
multifocal PVCs. He is shifted to the CCU where he has in attack of VT.‏ 
a) How would you manage him immediately?‏ 

' b) What investigations would you order? l | 
€) What follow up you will suggest for this patient? 


Answer: (patient having underlying long QT syndrome, use of azithromycin leads to VT 


and arrhythmias) 5 | 
a) Management of Acute 1 | 

p مت‎ i DG cardioversion with 100-360 J shcjuld' be performed 
immediately. k 


۶ I 


nh 
پت‎ 


iodarone 1 5 0 mg as adi 
* |f the patient is tolerating the rhythm, urn an infusion of 4 mala 
intravenous bolus over 10 ae es 5 mg/min for an additional Y 
i intenance infusion o! V. ith rapid eae 
cae e a et hypotension can occur wit ۳ sio 
ou 5 

i injecti Iso be used: If jy 
° 0. mg/Kg as an intravenous bolus pedro pee 2 n 
ventricular tachycardia recurs, supplemental a t 

mg over 10 minutes can be given. م‎ 5 o IATA 
e |f the patient is stable, intravenous سم‎ aa M ec 
(up'to 1000 mg), followed by an infusion of 20- 

tried, ` 
i ly) may help especial, 
Empiric magnesium replacement (1 -2 g intravenously) may help especi; l 


for polymorphic ventricular tachycardia. 
+) Investigations 


Serum electrolytes to see any abnormality 

* Serum Mg, Calcium 

* Holter Monitcring 

C) Advise , 1 
* Long-term treatment with beta-blockers (particularly nadolol) has been shown to 

be effective. | 


* ICD implantation is recommended. 


| urea 7.5 mmol/L. 
|. a) Write cardiac diagnosis. 
) is the biochemical abnormality? 


short Essay Questions z 


asting in both lower tir i 
72 increased all over Mi ke could licit fasciculato 
jerks. The sense of touch Was also i شاک‎ in the ek He 
lapar ond pes Mor d Patient's blood 

7 Cc $ » ili i 
Han RN i28 AAN A 102 fi, bilirubin 3 mg/dl, White cell count 2.6 x 10 9 /L 
a) What is the cause of his Symptoms? 
p) Why is his bilirubin elevated ang What sort of h 
c) Name two operative Procedure he Could h 
d) How would you treat this Patient? 
Answer: 

a) tract and 000 0 causing demyelination of dorsal column, spinocerebellar 


yPerbilirubinemia is expected? 
ave had thirty years Previously 


0 ated due to intramedullary destruction of abnormal erythroid 


c) Gastrectmy or ileal resection 
d) Treatment: 


* PCV transfusion 
* Muscle relaxant, physiotherapy and walking aids 


e Treatment is with vitamin B;;, a convenient therapeutic regimen is 100 
mcg cyanocobalamin intramuscularly daily for 1 week, then weekly for 1 
month, and then monthly for the remainder of the patient's life. 


Q.72) A 31 years old female, mother of 3 kids presents with headache and blurring 

of vision for 1 months. Her vision is gradually deteriorating. On examination, she 

is an obese lady with BP 140/90 mmHg and her visual acuity is 6/60 and bilateral s 

Papilledema. 

3) What is most likely diagnosis? 

b) How will you diagnose this case? 

¢) List the differential diagnosis. . A 

7) How will you manage? Pond pet - 

*) What is the impending complication in this case 

Answer: 

3) Diagnosis: F ranial Hypertension 
Pseudotumor Cerebri*(Idiopathic Intraci 


b igati for Diagnosis: Sur eha 
. سس‎ no evidence of a space-occupying lesion. CT sc 


o in screening for thrombosis of the intracranial‏ ری Ms‏ ون 
MR venography is ۱‏ 


venous sinuses. : P presence of intracranial hypertension, but the 
s 


* Lumbar puncture confirm 


cerebrospinal fluid is normal. , EE T. o o 
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c) DD: SOL, CVT, Malignant HTN, BA AION, 0 7 


udo papilledema 


E! kc $e times daily, increasing slowly te 


e) 


26 1 thre: 
Acetazolamide (250-500 mg orally j 
is Pen os dose of 1000-2000 mg daily, divided two to four times ja 


reduces formation of cerebrospinal fluid 
Like acetazolamide, the antiepileptic drug topiramate f a ee " 
inhibitor is effective. Topiramate has the added benefit of causing weig 


| t therapy. 
Furosemide (20-40 mg daily) may be helpful as adjunc 
Corticosteroids (e.g., prednisone 60-80 mg daily) are pres iid ss 
side effects and the risk of relapse on withdrawal have discouraged their 


Advised to lose weight | 
Repeated lumbar puncture to lower the intracranial pressure by rem wi | 
Cerebrospinal fluid is effective as a temporizing measure, but pharma olo, 
approaches to treatment provide better long-term relief. Treatment is monitor 
by checking visual acuity and visual fields, fundoscopic appearance, 
pressure of the cerebrospinal fluid 
If medical treatment fails to control the intracranial pressure, surgical place 
of a lumboperitoneal or ventriculoperitoneal shunt or optic nerve و‎ 
fenestration should be undertaken to preserve vision. 

Complication: 

_ Untreated intracranial hypertension sometimes 
and permanent visual loss. 


leads to secondary optic 


r$ old man presents with a 3 hours history of. 
relevant 7 i ho is a 


„nort Essay Questions 


Q74) A 14 year old girl Presents with => 
ating a year a i 

me e یی‎ juni ا و‎ havo re 

et jaundice. Hia tais sti cently become heavy. She has 
anemia. She has no siblings and is no oie 
nd abdominal examination reveal 3 

x pate a x ex MS retics 10%, dir ine in o ses seer 1 mmol, 

< 49 mmol/l, urea 4.3 mmol/l gative, Na 141 mmol/l, . 
i hc olii, AST 69 IU/L, ALP 119 U/L and 

a) What is the likely diagnosis? 

b) What is the most diagnostic investigation? 


Answer: 
2) Diagnosis: P 

e Hereditary Spherocytosis 
b) Investigation: 

e The mosg sensitive test for HS is the incubated osmotic fragility test, which is 
ormed after incubating RBCs for 18-24 hours under sterile conditions at 
37 C. Osmotic fragility testing with RBCs that have not been incubated may 

onstrate hemolysis of HS cells in some patients but is not reliable. 
otic gradient Ektacytometry is the reference technique for diagnosis of RBC 
brane disorders. In this technique, a  laser-diffraction viscometer 
e ytometer) measures the deformability of erythrocytes as a continuous 
function of the osmolality of the medium in which they are suspended. 1 

gradient Ektacytometry distinguishes HS from other hereditary r 

pathologies 1 we" ے‎ 
* To date. Ektacytometry has rarely been used in clinical 

tmited availability : 2 


ñas generaliz 


» Meningococcal Septicemia with DIC 
* Acute leukemia 
b) Diagnosis 
* Dengue Shock Syndrome 
c) Investigations: 
* Detection of NS1 antigen 
* Detection of virus by PCR 
d) Management: 
* She will be admitted in ICU 
* Close monitoring of pulse, BP, pulse pressure, RR, temperature, uri 
output and HCT 5 
Acetaminophen for fever will be given along with cold sponging. 
NSAIDS will be avoided 
^ bolus of crystalloid 500 ml in 1 hr will be given 
Will repeat another bolus if no improvement 


If 2 boluses fail, a bolus of colloids (Dextran 40) 500 ml in 1 hr will be 
given 


Crystalloid will be given in continuous infusion 
Total fluid quota of 4600 ml in 48 hours is given 


erort Essay Questions 
5 = 


. 


(Synthetic ACTH (cosyntropin) 0/25 plified cosyntropin stimulation test 


cortisol is o mg, is given intramuscularly. Serum 
Normal Meis i minutes after cosyntropin is administered 
adrenal insufficiene a rises to atleast 20 mcg/dL whereas patients with 
mcg y have stimulated serum cortisol levels less than 20 
* Serum DHEA levels a 
re les 
adrenal insufficiency S than 1000 ng/mL in 100% of patients with 


Anti-adrenal antibodie: 
S are found in the serum b 50% of cases of 
autoimmune Addison آ0‎ MS jx 8 


sease 
۰ Antithyroglobulin and antithyroperoxidase antibodies' for autoimmune 
hypothyroidism 


c) Management: 
A. General Measures 
* Advised to wear a medical alert bracelet 


* All infections should be treated immediately and vigorously, with hydrocortisone 

administered at appropriately increased doses, 
B. Specific Therapy 
Glucocorticoid replacement therapy- 

* Maintenance therapy 15-30 mg of hydrocortisone orally daily in two divided 
doses, two-thirds in the morning and one-third in the late afternoon or early 
evening * A 

* Prednisone or methylprednisolone in doses of about 2-4 mg orally in the morning 
and 1-2 mg in the evening. 

Mineralocorticoid replacement therapy- : i 

۰ i 4 tate has a potent sodium-retaining effect. Dosage is 0.05-0.3 
eer aE ace e other day. In the presence of postural hypotension, 
mg orally daily or e $ pis : 
AS hyperkalemia, the dosage is increased. 

HEA 

* is given to some women with adren 

each morning 
T Yroxin: F 
* Wil be started after giving steroids 


tes ed with gross hematuria, 2 days after sore 
0 


A 20 year old student, کا‎ no significant past medical history. On 


al insufficiency. Dose is DHEA 50 mg orally 


"rat, fever and head ache. 
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*3 ination. Throat 
ation, no abnormality is found on general examina 
with. "meii tonsils, BP-110/70 mmHg, یو ہن‎ temperature-1g 
Examination of other systems reveals no abnormali 7: ` ; -— 
FBC- Hb-14.3 gm/dl, WBC-10,900/cmm (poly-62 Jo, ای‎ x 
3,95,000/cmm, ESR- 55mm at 1st hour. Urinary mios دیس0‎ ( 
and granular casts (+++). Urinary protein-0.016- gm/24 ho hy : Me 
creatinine-1.2 mg/dl, sodium 138 mmol/L, chloride-101 mmol/L, potassi 
mmol/L, bicarbonate-26 mmol/L, throat swab-no growth, CXR-normal. 
a) What is most likely diagnosis? 
b) Suggost 4 diagnostically helpful investigations. 
c) Mention one alternative diagnosis. 
Answer: 
a) Diagnosis: 
IgA Nephropathy 
b) Investigations: 
* Serum complements are normal. 4 
* The typical pattern of injury seen on kidney biopsy is a focal glomerulonephr 


with mesangial proliferation, immunofluorescence demonstrates 
mesangial IgA and C3 deposits. 


* Throat swab culture and ASO titer 
c) Alternative diagnosis: 
* PSGN 


1 


presents witlfco 
g in Character of 


t are 2 most likeJy diagnoses? 

you will perform to establish c 
ost likely diagnosis? — 
E podes cd 


+ Essay Questions 


sport - 
= ° OR chestabdomen for Staging 1 


e Serum phos 
Phate 
¢) Treatment: and PTH levels 


e As most likely dia is i 
^ no 
. stagingland ne gnosis is bronchogenic CA, treatment will depend upon 
e For Non-small cell b 
* For stage |, surgical resection is done 


e Fro stage Il resecti 
: on plus chemo : 
e For stage Illa, resect therapy is started 


e For stage IIIb, only r 
* For stage IV, Sympt 


ronchogenic CA following treatment is given. 


Q79 A 50 years old male, known „asthmatic for 7years, presents with tingling 
sensation of his right hand close questioning reveals that he also suffered with 
recurrent abdominal Cramps after food intake. Examination reveals reduced power 
of flexion of right fore-finger with weakness of opposition of the thumb. Sensory 
examination reveals numbness of lateral 3 fingers. There is a purpuric rash over- 
his trunk. Urine analysis shows mild proteinuria, hematuria and TLC 20,000/cmm. 
a) What is the most tikely diagnosis? 

3) How will you investigate? 

c) What is the prognosis of the disease? 

d) What is the treatment? 


Answer: : 7 ; ) 
3) Diagnosis: Eosinophiic granulomatosis with polyangiitis (formerly referred to as 
Churg-Strauss syndrome) : 
b) Investigations: 
. PED eosinophilia greater than 1 500 cells/mcL (greater than 1. 5 x 109/L) 
or greater than 1096 of peripheral WBCs is often present. f n 
* Abnormalities on chest radiographs' range from transient opacities to multiple 


nodules. ۱ i; ۱ i a 
i f histologic features, including fibrino 
* The di i uires demonstration ol 
یلد‎ and eosinophilic granulomas of kidney or lungs. 
5 of hand. 


* NCS/EMG to document neuropathy 
* P-ANCA is elevated. 


£) Pro, nosis: 4 0 i A 
x pe remission can be achieved in over 90% of patients with granulomatosis 
e 
with Polyangitis. „sulfamethoxazole (one double-strength tablet by 


* The addition ofc trimethoprim event relapses. 
mouth twice daily) to standard 

4) Treatment: 
* Treatment of pulmona 


Cyclophosphamide. 


therapy may help pr 
asculitis usually requires corticosteroids and 
Dv i 


"e اراس‎ T''-V Om Sey 


Intravenous methylprednisolone (up to 1 g intravenously per day) for se‏ ٭ 
days then j‏ 

e - Oral prednisone (1 mg/ kg ideal body weight per day initially, tapering slow 
alternate-day therapy over 3-6 months) is the corticosteroid of choice: 
granulomatosis with Polyangitis. 

e Cyclophosphamide (1-2 mg/kg ideal body weight orally per day Initially, With 
dosage adjustments to avoid neutropenia) is given until complete remission j 
obtained and then is slowly tapered, and often replaced with methotrexate o 
azathioprine for maintenance therapy. 


Q.80) A 68 years old man visits the Emergency with fever & a pruritic rash sing 
20 days. He has Type 2 diabetes, hypertension, chronic renal impairment & COPD 
2 years ago he had suffered an episode of gout. 4 weeks ago his GP started hi m 
on 300mg/d allopurinol when his S/uric acid was 10.6mg. Examination jj 
remarkable for Pulse: 116/min; dehydration; widespread wheeze and a di 
non-blanching maculopapular rash with areas of scaling and coales 
erythema. There are no tophi. i 
BUN: 112 mg/dL; creatinine: 3 mg/dL; White blood cell count, 15,000/U| 
eosinophils, 22%; Hb: 14.3 g/dL; platelets: 307,000/uL; ESR: 50mm/1™ h; ALI 
1771U/l; AST: 139 IU/I 

a.) What is the most likely diagnosis? 

b.) Enumerate 3 steps in treatment. 

C.) Enumerate at least 3 indications of allopurinol. 


Answer: 
a) Diagnosis: : 
Hypersentivity drug reaction to Allopurinol 
b) Treatment: 
٭‎ Hold drug allopurinol’ 
e IV fluids and antipyretics TEN 
»  Antihistamine and adrenaline d 
c) Indications: a 


"T 


e Tumor Lysis Syndrome i 

* Gout E. 

® Tophi x 
ام‎ ۱ P ^ p 


81) A 34 years old unconscious lady was brought in 
s tain medications for her psychiatric de ^ W s 
nd ۱م‎ 0 bilaterally with no foca 
'eactive to light, 


short Essay Questions 


Na 144 mE a 1 73 
K : 4.0 0 (135-145 meq/L) 

HCO3 14 mEq/l (3.6-5.0 meq/L) 

cl 108 mEq/l (21-29 meq/L) 

Urea 34 mg/dl (95-107 meqi/L) 

Creatinine 0.7 mgrdi (15-40 mg/dL) 

Blood sugar 74 mg/dl x (0.68-1.36 mg/dL) 


Normal CT Scan Brain ang Chest x. Mh 
Electrocardiogram shows a "830 : 
a) What is most likely diagnosis? a and QRS duration of 140 mseconds 
b) How will you manage this Case? 
Answer: , 
a) Diagnosis: 
e TCA poisoning 
b) Management 
e She will be admitted in ICU.with ECG monitoring 


* Airway wil. be Secured; Oxygen will be given via mask according to 
saturation. * = > ٠ 


* IV line will be passed and IV fluids started. 

* IV larazepam or'diazepam for fits 

e Gastric lavage with activated: charcoal 

e , IV NaHCO3 50-100 mEq with target of PH 7.45-7.50 t 
e Ventricular arrhythmias usually re&pond to correction of Hypoxia/acidosis 


i p ted with few-months history of back 
Q.82) A 23 years aged medical student presente: \ v'monins hist 
a e pese in the lower part gradually increasing in intensity. He has 
limitation in movement especially after rest and on awakening from sleep. Since 
last few weeks he has complain of cough with blood tinged sputum and Fito 
in lying position Examination reveals: crepts on lung apices and a diastolic 
‘nal border. " ^ À 
met pci. 80 mm/1* hour, RA factor —ve, C-reactive protein 
raised, 


a) What is.yoyr diagriosis? ; 2 

b) What other investigations will you ask for 

How will you manage? 

nSwers 
3) Diagnosis ٤ ibrosis and AR 
mw Spondylitis with apical lung fibrosi 
b) Investigations 4 "^ ruris often mild: 
E! cec Anemia may be jas Paris and 5096 of black patients with 
s ite 


* HLA-B27 is found in 90% ha rs of the disease process, the 
تہ مس‎ AAN iliac joints. In the (rim MRI Later, erosion and sclerosis 
Radiographs of sacro- table only : 

be detec! 


Sacroiliac changes may 


c) Management 


"radiographic progression of spinal disease. EC 
. TNF inhiritors have established efficacy for NSAID- resistant axial 


. the sacroiliitis of 
nis are evident on plain radiographs: Mess و سا‎ i Le 
کا ا کر‎ lateral and symmetric. 


dylitis is bi ) ; 
Scones to the vertebral bodies ۳ e vertebral bO 
and then characteristic squaring "ic appearance of the spinal column. 
spine" describes the late radiographic € ‘ented, bridging synde 


n 
ا‎ E fused by VO dou and calcification of th 
formed by the ossification O ale 


and lateral spinal ligaments. Fusion of the posterior facet joints of the s 


n ; 0 fo 
ees is and HRCT for confirm findings: of apicatTibrosis 
Sputum examination as patient has history of hemoptysis : 
ECG and Echocardiography to confirm findings of AR. 

PFT may show restrictive pattern. 


causes sclerosi 
h 


NSAIDs remain first-line treatment of Ankylosing spondylitis and 


responses are often substantial *artd-durable. Etanercept (50 mg subcu 
once a week), adalimumab (40 mg subcutaneously every other week) 
(5 mg/kg every other month by intravenous infusion). or golimui 
subcutaneously once a month) is reasonable for patients whos 
refractory to NSAIDs. uk ne 
Initial results with secukinumab, an inhibitor of the proinflam: 
17, suggest that targeting the IL- 1 7 pathway will prove hig 
treatment of ankylosing spondylitis. ^ : : 
Sulfasalazine (1000 mg orally twice daly) is som ۱ 

b ; e ometimes 
arthritis but lacks effectiveness for spinal and saod jo 
Sepa have minimal impact on the arthritis-pa 

ia 
ylosing spondyiitis and can worsen osteopenia. 


He will be referred to a physical therapist for instructio 


young lady, 
'aluation afte 


Short Essay Questions 
^ b) Diagnosis Confirmation 75 
. The echocardiogram " diagn 
commonly than the a ; fevealing Ling DOG The secte sors 


early closing olowa reo Walls), Systolic amero MHOR of te اي‎ vave, 
: by n 
contractile LV, and delayed Fe Deme of we noe 3 —— 2 small and yer 
xation and filing of the 2 


* The septum is usually 1,5. times thinness costar Septal 
motion tends to be سادا ود و 1 رو‎ i ow 2 


* Myocardial perfusion imaging Suggest septal ischenia esence 
normal coronary arteries, sed : ua. E 
* Cardiac MRI confirms the hy 
pertrophy and contrast enthencement frequently 
reveals evidence of scar junction BAHT 
interventricular Septum. eae et ad ae 
* Cardiac catheterization confirms the di 
agnosis and defines the presence or 
absence of CAD. Frequently, Coronary arterial bridging (squeezing of the 


c) Management 
1.Medical 

* Beta-blockers should be the initial medication especially when dynemic osion j 
obstruction is noted on the echocardiogram. The resting Sower heat rates ہک‎ 
-assist with diastolic filling of the stiff LY : 32 

* Calcium channel blockers, especially verapamil, have atso been effectve in — 


symptomatic patients. ۱ ۱ 
* Disopyramide is also effective because of its negative inc 
* Diuretics are frequently necessary due to the high tv 
elevated LA pressures. d 
2.Interventional procedures a an اھر‎ 
* Patients do best ín sinus rhythm, and atrial fibrillation should 
treated with antiarrhythmic or (E ERAS 202 
* Dual-chamber pacing may hel prevent the io dc E 
obstruction. There appears to be an advantage E 
biventricular pacing. = 
Nonsurgical à 


progre: 


Implantable d 
3.Surgical 


Wisdom S 
76 


s been having fever and blurring of vision for 2 weeks 
اس‎ reti ed: was febrita with marked congestion of both ey 
bilateral parotid enlargement with right Bell's paisy. x 
a) What is the diagnosis? 

b) What is the cause of blurring of vision? 
^) What investigations will you require to diagnose? 
d) How will you manage? 
Answer: 
a) Diagnosis: 
٭‎ Sarcoidosis 


» Anterior uveitis اہ‎ 
c) Investigations k 
* ‘Laboratory tests may show leukopenia, an elevated erythrocyte sedimentatio 
rate, and hypercalcemia (about 5% of patients) or hypercalciuria (20% 
Angiotensin-converting enzyme (ACE) levels are elevated in 40-80% of pati 
with active disease. 
٭‎ ECG may show conduction disturbances and dysrhythmias. 
* Radiographic findings are variable and. include bilateral hilar adenopathy or 
parenchymal involvement. J 
* Histologic demonstration of noncaseating granulomas in biopsies from 
* Trans. bronchial lung biopsy has a high yield (75-90%) as well, espe i 
patients with radiographic evidence of parenchymal involvement. ` 
* Bronchoalveolar lavage fluid in Sarcoidosis is usually characterized 
increase in lymphocytes and a high CD4/CD8 cell ratio. — T 
» Complete ophthalmologic evaluation. 
d) Treatment 3 
® Indications for treatment with oral corticosteroids (predni: 
include disabling constitutional symptoms, hypercalcemia, 
: intral nervous system involvement, cardiac 
cutaneous lesions other | 


jj Mention the most appropriate diagnosis 
y Proceed with investigations to Confirm and just; 
c) Mention the subsequent management Justify your diagnosis. 


answer: ; 
¢) Diagnosis: 


* Addison disease 
d) Investigations 
e WBC count shows neutropeni 
count over 300/mcL). Papa; 
e Among patients-with chronic adrenal i ici ium i 
low and ۸۵٣۳ Weal nal insufficiency, the serum sodium is usually 


à elevated. 
e A plasma cortisol less than 3 mcg/dL at 8 AM is diagnostic, especially if 


pea by simultaneous elevation of the plasma ACTH level greater than 

. The diagnosis is confirmed by a simplified cosyntropin stimulation test: (Synthetic 
ACTH (cosyntropin), 0.25 mg, is given intramuscularly. Serum cortisol is obtained 
45 minutes after cosyntropin is administered. Normally, serum cortisol rises to at 
least 20 mcg/dL whereas patients with adrenal insufficiency have stimulated 
serum cortisol levels less than 20 mcg. 


* Serum DHEA levels are less than 1000 ng/mL in:10096 of patients with adrenal. 
* Anti-adrenal antibodies*are found in the serum in about 5096 of cases of 
autoimmune Addison disease. 
* CXR to rule out any. TB, fungal infection or CA as cause ` 
* CT of adrenals shows .small non-calcified adrenals in autoimmune but large in 
metastasis. d 
*) Management . » K 
A. GENERAL MEASURES " 
*. Advised to wear a medical alert bracelet. 1 ۱ 
* All infections should be trea’2d immediately and vigorously, with hydrocoitisone 
administered at appropriately-increased doses. j 
: SPECIFIC THERAPY are 
“cocorticoid replacement therapy- , AS SS 
Melntenaned therapy 15-30 mg of hydrocortisone Md ٦ 
doses, two-thirds in the morning and. one-third in the late a i 


evening. - i 
Ae or methylprednisolone in doses of about 2-4 mg orally in 7 UM 


and 1-2 mg in the evening. : 
"alocorticoid replacement Ane odium-retaining effect. Dosage is 0.05-0 . 
ہے‎ apime ier day. In the percer postural hypotension 
orally daily or ev is incre: : 
ا ا‎ dm hyperkalemia, the dosage 


lymphocytosis, and eosinophilia (total eosinophil 


Mine 
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DHEA 
* is given to some women with adrenal insufficiency. Dose is DHEA 50 


each morning 


Q. ; years male nted to you with decreased urine output 
—— n swelling اھب سم‎ He is a known asthmatic and is on ha 

` corticosteroids and salmeterol. He underwent a cardiac catheterization duri ng 
preceding, weeks. He is using naproxen for his tension headache. He t 
generalized body swelling purpuric lesions over limbs and trunk and ze 
the chest bilaterally. His labs are CBC shows: 


Hb* 12.3 gidi Male (13-18 g/dL) 
"Ac = 6500/cmm (4000-11000/cmm) 

Neutrophils 65% i 

Lymphocytes . 23% 5 

Eosinophils 10% 

Blood urea 210mg/di (15-40 mg/dL) 

Serum creatinine 7.6mg/di (0.68-1.36 mg/dL) 


Uitrasound abdomen and Kidneys is normal. 
Urine examination shows albumin 2+ and Blood 2+ 
2) Give four differential diagnoses? 

b) How will you establish a definite diagnosis? 
c) How will you manage this case? 
Answer: 


nt : 
efinite diagnosis is established by 


Pulse therapy ot 
Churg Straus syndrome and cyclophbsphamide ih case 
" 7 ۹ F 
-a A M year old man long x 3 
ue è blóod M پر ابچ الم‎ etr purulent sputum which 
رای‎ He presented in emergency . Sputum is more than à 
- sway on walking for the department with 


79 
— 
ot 


drowsiness, concha! pain, 
a febrile (38. 1*C), BP py cs two and has vomiting. On examination he 
"in bilateral infention tremors, F , nystagmus on looking to right 
wi is normal. 
a) What is the likely di ? 
p) What investigation 


c) What is the treatment? will advise in emergency? 


Anawer 
a) Dianoisis: 


+ Bronchiectasis with Cerebellar 

b) Investigations E 
+ CBC may show increased TLC count with increased neutrophils 
+ Sputum examination for pyogenic, gram stain and culture 


° HRCT 

* ABG 

* CT brain with contrast or MRI may show multiple abcess in cerebellum 
€) Treatment . UM t 

+ Me will be admitted in ICU 1 


. Antipyretics and IV fluids as he is febrile. 
. Analgesic for conchal paiñ wil! be given. 


80 
Answer: 


a) Diagnosis: 


b) Complications 


c) Management - 
° 


+ - Allopurinol 300 mg orally daily may be indicated for ub. 


|. pruritus. l 


Polycythemia Rubra Vera 


Thrombosis (DVT, Stroke) 

HTN 

Peptic ulceration ; 
"Increased bleeding tendency due to platelets dysfunction 

Hyperviscosity syndrome 

Gout 


The treatment of choice is phlebotomy. One unit of blood (approxima 
500 mL) is removed weekly until the hematocrit is less than 45% 
hematocrit is maintained at less than 45% by repeated phlebotomy. 
Avoid medicinal iron supplementation. " 

A diet low in iron also is not necessary but wili increase the intervals 
between phlebotomies. تر‎ 
Hydroxyurea is widely used when myelosuppressive therapy is indica ed 
The usual dose. is 500- 1 500 mg/day orally, adjusted to keep platele! 
less than 500,000/mcL without reducing the neutrophil count to less the 
2000/mcL. i F j : ۹ 
The JAK2 inhibitor, ruxolitinib for patients resistant or in! 
hydroxyutea. j : 4 
Low-dose aspirin (75-81 mg/day or; | 
risk of لت‎ grday orally) has DEE کک‎ 


Antihistamine therapy with diphenhydramine | 
rarely, selective serotonin reuptake inhibitor Neu 


m 

a Ondo cals acid (5-HIAA) and Platelet serotonin levels are also 

X a Symp omatic patients usually excrete more than 25 mg of 5-HIAA per 
day in 


jominal CT may demonstrate a Mesenteric mass with lethering of the bowel, 
phadenopathy, and hepatic Metastasis Abdominal CT or enterography may 


reveal kinking of the bowel, but because the lesion is extraluminal, the diagnosis 
may be overlooked for several years. 


+ Somatostatin receptor Scintigraphy, which is positive in up to 90% of patients with 
metastatic carcinoid, is routinely used in staging 

e Most patients with carcinoid Syndrome have liver metastasis on abdominal 
imaging 


c) Management ` 


e ما‎ patients with carcinoid yndrome, the Somatostatin analog octreotide, 150-250 
mcg subcutaneously three limes daily or administered as a long-acting 
intramuscular depot formulation administered monthly, inhibits hormone 
secretion from the carcinoid tumor, 

* This results in dramatic relief of Symptoms of carcinoid syndrome, including 
diarrhea or flushing, in 90% of patients for a mediar period of 1 year. Thereafter, 
many patients stop responding to octreotide, 

+ In selected patients with refractory carcinoid s 
metastases may provide dramatic improvement, 


* Hepatic artery occlusion, liver- directed debulking procedures, and chemotherapy 
also may provide symptomatic improvement in some patients with hepatic 


yndrome, resection of hepatic 


metastases. 


030) A 45 years woman presented with 3 weeks history of fayer, persistent dry 
cough, headache and photophobia. She lived at a farm with many pet birds and 
animals. The patient has no history of travelling abroad, 

On examination, her pulse 110/min, temperature 101°F, respiratory rate 20/min, 
blood pressure 110/70 mmHg. Generalized macular rash over the body. No pallor 
oF lymphadenopathy ` presenti + Abdominal examination Shows moderate 
"'Patosplenomegaly. 0 


vestigati : Hb 119191 TLC 12000/cmm, platelets 330,000/cmm, Na 
Hones, Ke 2 mE B. ia 8 mmol/L, serum creatinine 70 umol/L, bilirubin . 


bmot/47, AST. 46 IU/L, ALT 52 IU/L, ‘alkaline phosphatase 100 IU/L, serum 
ain 34 g/dL, | 


What i il 4 i 
iw, ^! |S your diagnosis? 


Whe investigation you will carry out to confirm your diagnosis? > 


£) 
Anes.” the treatment of choice? 


a) Diagnosis: 


Psittacosis 5 , 
gations: : 
* Isolation of chlamydia psittaci from cultures is rare 


b) Investi 


ve 2 ion test a 
„ PCR for early and specific Sa ا‎ t بی٤‎ k 
e Antibodies voleur ré week) / ٦ 
ence 
۰ یت‎ direct 6 DIF are experimental but ay 
to detect C psittaci infection. po E 
e Confirmed cases produce a positive ۰ل کے ئا 6ا‎ 
respiratory secretions, a 4-fold increase in antibody n 
samples obtained via CF or MIF 2 weeks apart .2 
e Histologic findings may include tracheobronchitis and i 
pneumonitis with air-space involvement and predominant mono c 
cell infiltration ^ : E ۸4 
c) Treatment oan 
» Doxycycline remains the drug of choice 
"^ Tetracycline 500 mg 6 hourly 
e Antibiotics are used for 2-3 weeks 
Q.91) A young rcéruít after running 32 miles cross country wise, one de 
presented with generalized body swelling. In last 12 hours he had just pass 
ml of smoky coloured urine. Pulse 80/min, BP 160/100 mmHg, Resp. 18/min. 
had generalized edema. Rest of the systemic examination is unrema «able. 
a) What three most jmportant investigations you will request? j m 
b) Name management steps. 
c) What is underlying pathology of his condition? 
Answer: 21 à 
a) Investigations: 
`e Urine for myoglobin 
e. RFT: i i 
* SIE 1 a 
Others: ALT, AST ang LDH will be raised, Serum calci 
enti wer ^ oes 
about 4-6 liters with careful monitoring 


+ Essay Questions 
of quadriparesis 4 

5 el 
‘<jdual left foot drop. On exami back and 
res í 

yith edema legs. Vitals are s 
wi 


i ٹوس‎ $ enlarged, rest of 
and .ری‎ in peripheral fim. ESR is 75 
and RFTS are normal. NCS shows a ie n. Echo shows an EF of 20°%, LFTs 
a) Give probable diagnosis ang 3 differential d P 
p) What tests will you do to confirm the dia lagnoses. 
c) How will you manage the patient? gnosis? 
Answer: 
a) Diagnosis: » 
e Churg Straus syndrome (Eosino, 
Differential Diagnosis: 
« Wegner granulomatosis 
e. Microscopic Polyangitis 
« Goodpasture Syndrome 
b) Investigations: 
*P- ANCA 
«Biopsy preferable of Lung through VATS (also of skin, renal, nerve and muscle 
can be done) will show fibrinoid necrotizing epitheliod Eosinophilic granuloma 
¢) 1. Symptomatic Management 
* ICU care 
* Strict fluid intake / output monitoring will be done 
* Oxygen will be given according to O2 saturation 
` * IVdiuretics e g. furosemide 
* IMNitrates 
* BPcontrol $ 
* Nebulization with Ventoline and ipratropium 


Disease s a nt | 
pecific Manageme à 
* Pulse therapy of Methylprednisolone then oral Mig ibus E bte months 
Cyclophosphamide 1-2 mg/kg ideal body weight ere see Q. بل‎ 


5 is i ith complaint of easy bruisability fi 
SRM 48 years old male presents in OPD W r 


faye, POnths; swelling in thigh an n fo! 

"i 0 significant past history. On € 

tosta "i8 Swelling in thigh and 

lay. din. 

Ng Shows: Hb of 10.5 g/dL, TLC 4900 0 

hen. ISt hour, PT er ja ese ae APTT‏ جا 

“Marg. atoma in left upper abdome : 

ge Spleen. Blood PP heral film is ا‎ 

z , : 


philic granulomatosis with Polyangitis) 


! 
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robable diagnosis? 
b) What cubita dune p you carry out? » 
c) Give your management plan. 
Answer: 
a) Diagnosis: 
* Essential Thrombocytosis 
b) Investigations: 1 Ahn 
* ber/abl gene/Philadelphia chromosome will be absent in this case( to di 
from CML) i > 
e Boné Marrow examination will show marked proliferation of megakaryo 
leading to elevation of platelets 4 
* Hematocrit is normal 
c) Management: 
* Strict control of Co existent CVS risk factors 
Control of platelets count which should be kept below 50,000/mcL 
Oral hydroxyurea 05 — 2 gid 
Anagrelide 1-2 mg/d 
Trial of peg interferon alpha-2 
Aspirin for va&omotor.symptoms 
Plateletphresis if severe bleeding 


| Q.94) A young girl of 25 yea age presented to the 
| severe یں ا اک ا‎ Qe previous Jij 

E on revealed severe respiratory distress 
|. was 112/min, respiratory rate 28(min and BP 1€ 


$98y woe VII 


« COPD exacerbation = 


d) Steps before Discharge: — 


sport É 


SA| 
e Patient education about dest echas, BI ICS H not sent taking 
medical follow-up „aler technique, environment control and مور‎ 


e Follow-up appointment in 4 


x -4 wee 
and action plan for management o ej a ans A self-astesement 


$95] A 42 years old woman is admitted t 


J 0 hospital fotlowi 1 

in the der She gives a history of four previous AA ert 2 
years, me of them followed by fits, Each episode has been preceded by exercise 
or a meal. 

on admission she is à well looking woman with no ab 

Her pulse is 60/min regular with a Lll firi at trud ted 


slow upstroke but a normal volume, Peripheral 
pulses are normal. On auscultation, she has normal heart sound with a loud 


0 systolic murmur heard throughout the precordium and radiating to the 

carotids. d 

The ECG shows normal sinus rhythm and left ventricular hypertrophy, The 

echocardiogram is reported to show a normal aortic valve. 
a) What is the most likely diagnosis? 

b) How would you confirm the diagnosis? 
c) What is the treatment? 

Answer: 

a) Diagnosis: 

* Subvalvular aortic stenosis as she has history of blackouts and fits, slow 
upstroke of pulse, ejection systolic murmur, LVH on ECG, although aortic 
valve is normal on Echo but in Subvalvular aortic stenois It can be normal 

b) Confirmation: a 

1. TEE (Trancesophapeal Echo) 


E 


€) Treatment: with à 
* As she is symptomatic she should undergo ET : 
valve. : well (greater 

If the aortic root is severely dated Sur (Genta) pri 
valve may be housed in a EE i ; 

replaced along with the aortic E: the ut 
Anticoagulation is required ۷ 
international normalized ratio ( 


rs oy. 


86 a sk 
eae 4.0 for bileaflet valves, In general, mechanical aortic valves are less subject 


to thrombosis than mechanical mitral valves 
+ Low-dose aspirin is recommended as well 
* Some newer bileaflet mechanical valves 
from 1.5 to 2.0 


(On-X) allow for à lower INR rang 


Q.96) A 12 years old boy dovoloped red scaly patches and plaques on his eyelids, 
knees, elbows and bony prominences of his hands. He complained of fatigue and 
had proximal muscle weakness. 
a) What is your diagnosis? 
b) Name 4 serological tests. 
c) Name 2 non-serological investigations exc 
Answer: 
a) Diagnosis: 
* Dermatomyositis as he has proximal muscle weakness accompanied by 
typical skin lesions 
b) Tests: 

* CK 
Aldolase, 
Anti Mi2, 
Anti 155/140 


luding skin biopsy in this condition, 


EMG that will show polyphasic potentials, fibrillation, | " 
potentials lation ا‎ ME 5 
MRI early and patchy muscle involvement can be detected - ۱ 


ears old chronic smoker presents with 
the lower limbs. There is a history 


short Essay Questions 
«Sho = — 


e Serum K to rule out h 
e NCS shows nerve c 

waves and conductio 
e Spirometery: if FVC is Jes 


A) complication 


e Most life threatening com 
causing. respiratory, ares 
mechanical ventilation if FV 


Ypokalemi 47 

of muscle weakness XT‏ ® یں 
i‏ 

n blocks "8; Prolong distal latencies, absent F 


plication jg i : 
lication is involvement. of respiratory muscles 


t. that. can be 
; managed 
C is less than 15 ml/kg by intubation and 


38) A 14 years old boy was br 


movements of hands. Clinical exami 
ascites and hepatosplenomegaly, H 


ought to OPD for tremors 


i and involunta 
nation revealed y 


présence of jaundice, minimal 


inte dmg e has involuntary movements of right hand. 
Direct 2mg " - 
Indirect 1mg 2 

ALT 60 iu/L 

AST 44 iu/L 

LDH 400iuL  , 

Urinary urobilinogen *ve 

Total protein 6 gid 1 
Albumin 3 mg/dl 

Globulin 3 mg/dl 

INR 4:59 


a) What is the diagnosis? ۱ 
5) What investigations you would like to do? 
x) How will you manage this patient? ۰ 
Answer: - 
a) Diagnosis: 
* Wilson disease 7 
b) Investigations: 1 eased urinary copper 
- demonstration of incr 
* The diagnosis is generally میں‎ and usually greater than 100 mcg/24 h) or 


; L), than 5 
excretion (greater than 40 mog ۸۰ than 20 mg/dl [200 mg/L], lose 

ow serum ceruloplasmin reje) ard elevated Felt ur Feschr Fg 
mg mg 


diagnostic), an 7), as well 
(greater than 210-250 9 ا‎ t h 
neurologic symptoms, and Coom 

Liver biopsy may show acu 


te or chro! 
1 f increas 
MRI of the brain may ShoW evidence » e of the dise 
Cerebellar copper even 8 


rly in the “p7g mutation [ 
If available, molecular analysis of A K 
agement: (shellfish um 


Restriction of dietary hee 
chocolate) may be of value: 


Man 
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. lamine 0:75-2 -g/day in divided doses taken 1 h before Or 2 h after | 
Sig ere eli UIS of choice and enhance’ urinary وس‎ NM | 
copper. Oral pyridoxine; 50mg per week, is added because peni is an 
antimetabolite of this vitamin et : H À 
If penicillamine Areatment cannot be tolerated because of gastrointestinal f 
intolerance, hypersensitivity, autoimmune reactions, nephrotoxicity, or bone 
marrow toxicity, consider the use of trientine, 250-500 mg three times a day, a | 
chelating agent as effective as penicillamine but with a lower rate of adverse 
effects. d 
e Oral zinc acetate or zinc gluconate, 50 mg three times a day, interferes with — 
intestinal absorption of copper, promotes fecal copper excretion, and has been | 
used as first-line therapy in pre symptomatic and those with neurologic disease | 
and as maintenance therapy after decoppering with a chelating agent. E 
* Ammonium tetrathiomolybdate, which complexes copper in the intestinal tract, 
has shown promise as initial therapy for neurologic Wilson disease. E 
* Treatment should continue indefinitely. Supplemental vitamin E, an antioxidant, | 
has been recommended but not rigorously studied. 
* Once the serum non-ceruloplasmin copper level is within the normal range (50- 
f 150 meg/L), the dose of chelating agent can be reduced to the minimum _ 
necessary for maintaining that level. m 
e Liver transplantation is indicated for end-stage cirrhosis (with excellent ' 
outcomes), and, in selected cases, intractable neurologic disease. 
| * Family members, especially siblings, require ' Screening with - 
| ceruloplasmin, liver bio- chemical tests, and slit-lamp examination or, if 
causative mutation Is known, with mutation analysis. ^ 0 


Q.99) A 35 years old lady presents with 3 months history of jaundice 
gral contraceptive pills (OCP). She has been feeling tires and fatigu 
She is a non-smoker and nonalcoholic. On examination she | 
in both hands and on her face. She is icteric and has se 
‘amination is n P 
i 12 


"mE, Questions 
0 


Answer Eu OMM" 
7 Diagnosis 89 


Autoimmune hepatitis 


confirmation: 


. Smooth muscle antibodies are det 


+ Sorum gamma-globulin levels are 
. Other antibodies, 


b) 


ected in serum. 

including a typically elevated (up to 5.6 g/dL). 

antibodies (pANCA) and Me ead perinuclear antineutrophil 01۴2 

to histones, F-actin, and alpha-actinin may‏ 90168 ملا 
to soluble liver antigen (anti-SLA) |‏ 

to Iver-kidndy microsome type 1 (anti-LKM1) 

» to liver cytosol type 1, can be detected. 


« Antibodies 
« Antibodies 
+ Antibodies 
Treatment: 


+ Prednisone is given initially in a dose of 30 mg orally daily with azathioprine, 50 


mg orally daily, which is generally well tolerated and permits the use of lower 
pebble e doses than a regimen beginning with prednisone 60 irg + "ally daily 
mone 
۰ 
D Budesonide, 3 mg orally two.or three daily, may be at least as effective as 
ly, may ٤ S i 
prednisone in noncirrhotic autoimmune hepatitis and associated with fewer side 
effects i 
* The dose of prednisone is lowered from 30 mg/day after 1 week to 20 mg/day 
and again after 2 or 3 weeks,to 15-mg/ day. Treatment is response guided, and 
ultimately, a maintenance dose of 10 mg/day vie be pn TN 
“corti i thioprine (failure o m 
* Non-responders - to corticosteroids and aza s 
aminctranstentie levels to decrease’ by Rm k usi ind “ap uni 
for a trial of cyclosporine, tacrolimus, ۱ 


rituximab, or infliximab. و‎ il ا‎ 1 — 
à ective alternative to azathioprine 
4 ) |,4 g twice daily, is an e é gine 
وس ۳ع‎ tolerate it but is less effective in non-responde 
azathioprine. 


4 ent failures. 
* Liver transplantatian ma 


y be required for treatm 
۰ 


dical ward in January 2016 


( t 2 days. Over the 
) 100^ 26 yours old healthy male Sas ot breath at 


sy 

With málaiso low “grade fever and Mu Hko sy, progressiv 

grade iorated with P f n, bilateral coarse 
mays Mia condition Mig ad سر‎ Soya nnn, eent x 
In کن‎ 20 d he had ! i 
« puny ا او‎ bud onsolidatione ay including mechanical ventilation 
iaso ang LOH Ho was managed وھ‎ ٠٠٦ 
Mho oxpirog after two days of ICU MA g 
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a) What is tho Diagnosis? 
b) What are the two investigations helpful in diagnosis? 
€) What is the specific drug for this infection? 
Answer 
a Diagnosis: 
« influenza (H1N1 swine fiue) with ARDS 
b. Investigations: 
« Papid influenza antigen and direct immunoflurescent assay 


e PCR 
« Throat swab cultures 
6) Treatment: 
+ Oral Ostelamivir 75 mg BD for 5 days 
+ Inhaled Zanamivir 10 mg BD for 5 days 


0.101) A 30 years old woman living alone was brought to ER in the evening 
history of unconsciousness for few hours. On examination she was afebrile 
tachypnoeic, her pulse was 120/min and regular, BP 110/70 :nmHg. C 
examination was unremarkable. There were fine crackles at both lung fields. 
neurological examination she responds to painful stimuli and her planterg 
extensors, She does not have any signs of meningeal irritation and fo 
neurological signs. Immediately after admission she developed a grandma se 
with a coffee ground vomitus. The fits responded to IV diazepam. Her CT br 
Emergency Room was unremarkable. Her blood tests revealed Hb 10 g 
11x109, ESR 18, LFTs normal, BUS, creatinine 1.0 calcium 9.0, albumin 
sodium 141, potassium 2.0 and bicarbonate 12. 
a) What is the most likely diagnosis 
t aro 2 important differentials 
hat important investigations you ill reque: 
[ peutic intervention may be nec 
one important differential) 


short Essay Questions 


° ECG to check = 
an ۲ [ee 

Poisoning y arrhythmia/QRS prolongation in case of TCA 

The arterial bio 

underlying metabolic eei aly reveals a respiratory alkalosis with an 

metabolic acidosis wit $ in case of Salicylate Poison ng. In DKA 

d) Therapeutic interventions 


h normal anionic gap. 
» She wil be admitted in ICU, ai i 
Oxygen attached with facemask ۱۲۷۷۵۷ will be secured, NG will be passed and 


Give glucose-containing fluids to reduce the risk of cerebral hypo- glycaemia 

Treatment of metabolic acidosis with intravenous sodium bicarbonate 

e Alkalinazation of the urine enhances renal Salicylate excretion by trapping the 
salicylate anion in the urine. Add 100 mEq 

e (Two ampules) of sodium bicarbonate to 1 L of 5% dextrose and infuse this 
solution intravenously at a rate of about 150-200 mL/h. Unless the patient is 
oliguric or hyperkalemic, add 20-30 mEq of potassium chloride to each liter of 
intravenous fluid 

* Hemodialysis may be lifesaving and is indicated with severe metabolic acidosis 
markedly altered mental status, or significantly elevated salicylate levels (eg. 
greater than 100-120 mg/dL [1000-1200 mg/L] i 

* In case of TCA, boluses of sodium bicarbonate (50-100 mEq intravenously) 
much effective. " 

* Incase of DKA IV fluids, insulin infusion and KCI according to K level. 


0:102) A 60 year old man pisi and shoulder girdle together with intermittent 


developed pain in the shoulder joi 
needed new glasses as his vis : 
itryptaline 25 mg at night. On gr l 
his Supine BP was 170/95 mmHg Quick neurological examination revealed no 
‘aminations were unremarkable. 

normality, 

other important physi‏ 4 سا 

nosis7 $ sis? 
hat will be your most likely diagno osis 
‘What are 2 0 differential 70 (not more than 4). 


m i is case 
o Wa few i portant investigations Ma » 
ineat immediate therapeutic interv is 

Wer 


| examination findings will help in clinching the 
ca 


A : 
On examination we will look for 


E 
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1. Pain and st 
claudication 4 


iffness of shoulders and pelvic girdle. 2. Scalp’ tenderness 3. Jay, 
Temporal artery may be nodular, enlarged or tender, other may ba 
Asymmetry of pulses in the arms, a murmur of aortic regurgitation, or bruits heard near 
the clavicle resulting from subclavian artery stenosis 
b) Diagnosis: . 
+ Polymyalgia rheumatica and giant cell arteritis 
c) DD: 
e Rheumatoid arthritis, multiple myeloma, 
d) Investigations: 
* CBC may show anemia 
* Nearly 90% of patients with giant cell arteritis have ESRs higher than 50 mmh 
The ESR is often more than 100 mm/h, 
* Biopsy of temporal artery will show inflammatory changes. 
e Serum calcium, serum and urine protein Flectrophresis, skeletal survey to rule 
out MM 
e) Immediate ^ntervention 
e Intravenous pulse methylprednisolone (e.g., 1 g daily for 3 days) followed by ora 
prednisolone at dose of 1mg/Kg should be started immediately. y 


Q.103) A 40-year-old woman is admitted to hospital with pneumonia. She ha 
episodes of cough, fever and purulent sputum aver the last 15 days, associate 
. with right-sided pleuritic chest pain. She has been treated at home by her. ۱ 
practitioner before coming to hospital. She says that for the last 2 yea 
having difficulty in swallowing’solid foods for which an upper-Gl endo: 
done 2 years back, which was normal. The food seems to stick in 
rosternal aréa. Initially it was, mild and now this difficulty has prog! 

A fip. 


lion and vomiting. She has been suffering from co 
Which has worsened recently. She has never smoked. 

emic evaluation and in fami : 

i ig ^ right-sided basal cr 


peer 


VU US تی‎ a سے‎ o 


right. consoli 3 
including e dation lum esoph 

and ael dilation, Joge ^9O9raphy disci‏ ا 

el . and a , 

: Ooth 

esophagus Without (608 

" tre " 

("sigmoid esophagus") atment, the esophagus may bong ie نان‎ 

e Endoscopy is alwa ۲۴٥٢٢۷ dilated 

ys 
gastroesophageal juncti Performed to evaluate 


the dis 
infiltrating carcinoma. 9n to excluge 4 distal Ista! esophagus ang 


Stricture or a Sub mucosal 


are complete absenc 
sphincteric relaxation 
d) Treatment 


e IV flouroquinolones plus M i 

etronidazole for aspirati i 
* Analgesics for pleuritic chest pain, o P ے‎ 
e Suctioning and chest physiotherapy ^ 
e Nutritional support 


7 ro Mb Achalasia: Endoscopically guided injection of botulinum toxin 
irectly into pe LES results in a marked reduction in LES pressure with initial 
Improvement in symptoms. 

* One to three sessions of Pneumatic dilation of the LES. Dilation is less effective 
in patients who are younger than age 45, have the type III variant, or have a 
dilated esophagus. 

e A modified Heller cardiomyotomy of the LES and cardia results in good to 
excellent symptomatic improvement in over 90% of patients. Because 
gastroesophageal reflux develops in up to 20% of patients after myotomy, most 
surgeons also perform an antireflux procedure (fundoplication), and all patients 
are prescribed a once-daily proton pump inhibitor. Myotomy is performed with a 
laparoscopic approach and is preferred to the open Surgical approach. 

e «Per Oral Endoscopic Myotomy .(POEM} introduced recently has shown good 


results. 


of Normal. peristalsis and 
with Swallowing. 


i i D wi history of 

nted in medical OPD with one year h 

breathlessness. There is no history of‏ ا 
efit from a trial of salbutamol inhalers. On close‏ ھ 
na rtion. She also has noticed that her‏ 


s concerned as she almost fainted 


Q.104) A 28 years, woman, 
Progressively worsening: ae 
wheezing and she has ha x eve 
questioning she desgribes of een e m 
hands change colour during ا‎ m 
on d couple of óccasions in tHe "ursi mha wt 
On examination: she has 5 : nd there is left paras 
JVP is raised-with a giant ation. — . Ate ; 
shows sinus rhythm with ri 2 der in the differential diagnosis for this 
a) What clinical conditions Y 

atient? ill carry ou 
» What ioe investigations Ye initial manag 
€) What steps you WÎ 


in. 
he heart rate of 90 beats / m 
n ternal heave. The ECG 
v wave and 
ght axis devi à 
u will cons! 
t with expected findings? 
ement of this patient? 
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Answer: 


a) 


Differentials: 

Systemic Sclerosis 

MCT 

SLE 

Investigations: اب‎ 

CBC may show anemia, leukopenia or thrombocytopenia in case of SLE. 

Urine examination to look for proteinuria in case of SLE and systemic sclerosis. 

Echocardiography to look for TVPG, Right ventricular hypertrophy and TR. 

HRCT to look for pulmonary fibrosis. _ 

PFT may show restrictive pattern. " 

Antinuclear antibody tests are nearly always positive, frequently in high titers in 

systemic sclerosis 3 

The scleroderma antibody (anti-SCL-70), directed against topoisomerase Il, is 

found in one-third of patients with diffuse systemic sclerosis and in 20% of those 

with CREST syndrome. Although present in only a small number of patients will 

diffuse scleroderma, anti-SCL-70 antibodies may portend a poor prognosis, 

a high likelihood of serious internal organ involvement (eg, interstitial lung diseas 

Anticentromere antibodies are seen in 50% of those with CREST syndrome an 

in 1% of individuals with diffuse scleroderma. ) 

Anti-RNA polymerase ۱۱۱ antibodies develop in 10-20% of scleroderma pati 

overall and correlate with the development of diffuse skin disease and | 

hypertensive crisis. e 

Antibodies to double-stranded DNA and to Sm are specific for SLE bi 

sensitive, since they are present in only 60% and 30%-of patients, respecti 

Management: 

Oxygen via facemask depending upon O2 saturation. 

She should wear gloves or mittens whenever outside in temp 

that precipitate attacks. Keeping the body warm is also a cornersto 

initial therapy. Wearing warm shirts, coats, and hats will help p 

exaggerated vasospasm that causes RP and that is not prevented by 

only the hands. اہ‎ 

The hands should be protected from injury at all times; wounds heal 

infections are consequently hard to control. Softening and lubricating 

control the fissured dry skin should be applied to the hands frequently. 

Raynaud syndrome may respond to calcium channel blockers, eg. 

nifedipine, 30-120 mg/day orally, or to losartan, 50 mg/day oral 

50 rng orally twice daily. 

Cyclophosphamide improves dyspnea and pulmi 
tients with severe interstitial lung disease, _ 

cophenolate mofetil, | g twice daily, 
trolled studies of patients with interstitial 


0 
re 
ts 


cardiopulmonar 
i y he m 
digital ulceration, amies in pulmonar EN 


e Sildenafil or pr 
A ostaglangi 
intermittent inhalati NS (delivered p 
on y continu 
* At an experimental Us also be useful in ishing soe infusion 
i Nes imm i nary hypertension 
aa nasum eR Ed 77ھ‎ therapy with or without stem cell 


Progressive diffuse scleroderme S for some patients with severe. rapidly 


or 


8x109/L, platelets 45x109/L, PT an 
a) What is the most likely diagnosis? 
b) How will you confirm the diagnosis? 
c) Mention steps of management. 
Answer: 
a) Diagnosis: : 
e HITT, heparin-induced thrombocytopenia and thrombosis 
b) Confirmation: ; 
*  PF4-heparin antibody enzyme-linked immunosorbent assay (ELISA). 
e If the PF4-heparin antibody ELISA is positive, the diagnosis must be confirmed 
using a fünctional assay (such as serotonin release assay). 
* The magnitude of a positive ELISA result correlates with the clinical probability. 
c) Management: 
Discontinue all forms of heparin. Send PF4-heparin ELISA 
Begin treatment with direct thrombin inhibitor: Argatroban, Bivalirudin 


Perform Doppler ultrasound of right leg. 


elet counts daily until recovery occurs. — 
WS ise count has recovered, transition anticoagulation to warfarin; treat 


for 3-6 months (HITT). ۱ 
* Document heparin allergy In medical record. 


teacher has been brought to the hospital in drowsy 


S106) 7 schoo » grade fever, anorexia, constipation and 

toy if pigne is insignificant éxcept lor migraine . 

passage of high colored ur اتا‎ AEE jaun iced, not 

E Th dache PRA fever. 105.8 pulsa Se ona | pa margin. 
aad s show: 

b» ice and abdomen nd ا‎ sign is * دا‎ Investigations show 

ere is no neck r AS S 
Hb 9 gidi. WBC count 132001681. POW, direct 0.7 m 


latelets 15000/cm, total , 
68 mg/dl and blood sugar 99 MIA ^ "is differentials? 
a) What is the likely 89 


ie Wisdom Seri 


b; 7 t other investigations you can ask for? 
c) Cive the steps of management. 
Answer: 
d) Diagnosis: 
.. TIP as nateni pentad T fever, neurological signs, thrombocytopenia, 
renal involvement and MAHA (anemia, increased indirect bilirubin 
indicating hemolysis) 


Differentials: 
o HUS 
* DIC 


. Cerebral Malaria 
e) Investigations: 
* MP slide both thick and thin films. 


*  Schistocytes on the blood smear, due to shearing of red cells through 
microvasculature in case of TTP and HUS. 


* Fibrinogen wili be low and FDP and D.dimers will be raised in case of DIC 
* Serum creatinine to check degree of kidney dysfunction. 
* LDH will be raised due to hemolysis. 
٭‎ USG abdomen 

c) Management: d 

.* She will be admitted in ICU, airway will be secured. 

* Antipyretics, IV fluids and cold sponging for fever 


| Plasma exchange usually is administered once daily until the platelet ci 
LD have returned to normal for at least 2. days,. after which*the 
atments may be tapered slowly while the Platelet count and Eos 


4 


ES. cases of insufficient response to once-daily isan “exch 
- treatments can be given. A ME i 


` Fresh frozen plasma (FFP) may be: administered 
. exchange is not available. 


roph : 
42 gm% with MCU, of 82 fi, Tle Se ngeal candidias, 


a) What is the diagnosis? 
p) How will you confirm the diagnosis? 


c) What etiological agents are Possible for his di 
d) What drugs you will start in MiB cu EN S diarrheal disease? 


Answer: : 
a) Diagnosis: 
* AIDS as he has AIDS defin 
b) Confirmation: 


* HIV enzyme-linked immunosorbent assay ( 
by Western blot. ‘ 


ing illness of Candidiasis of esophagus 


ELISA) for screening then confirmed 


* Absolute CD4 lymphocyte count: used Predictor of HIV progression. Risk of 
progression to an AIDS opportunistic infection or malignancy is high with CD4 
less than 200 cells/mcl in the absence of treatment. 

* CD4 lymphocyte percentage: Risk of progression to an AIDS opportunistic 

einfection or malignancy is high with percentage less than 1496 in the absence of 
treatment 

HIV viral load tests: Correlate with disease progression and response to 

antiretroviral medications. — , 

Agents causing diarrhea: i 

Bacteria (Campylobacter, Salmonella, Shigella), 

Viruses (CMV, adenovirus) ۱ l PE 

idi ardia, | ra, 

Protozoans (Cryptosporidium, Entamoeba histolytica, Gi پت‎ 

microsporidia) . 3 a 

HIV itself may cause enterocolitis. 

Drug treatment 

Empiric antifungal treatm à 

for 14-21 days). J A ite and VEE 

2 appetite and weight و‎ 
i roaches for increasing i ہت‎ FEN 
eB EOP Eo, SUDO ار شف‎ ray Tour قفا‎ day) 
antiemetic agent dronabinol (2.5-5 mg orally 
Acyclovir for herpes zoster f ۱ 
; rhea ' A E 

IV fluid ntibiotic cover for Dia a major aiios wacleoetie 

ART wil be started which can be grouped into (NRT, nonnueleoside reverse 

and nucleotide reverse transcriptase fe inhibitors, which include a fusion _ 

transcriptase inhibitors (NNRTI: eee inhibitors. 2 

inhibitor and CCRS antagonists; an 


o 
ént is begun with fluconazole (100-200 mg orally daily 
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medications from two or more classes have 


ly combinations of three or more | 
; eto bla to decrease HIV viral load by 2-3 logs and provide durable 
suppression of HIV RNA to below the threshold of detection. 


e Six antiretroviral regimes are recommended for initiating treatment 

Dolutegravir * abacavir * lamivudine (Triumeq) 

e Dolutegravir (50 mg daily) + emtricitabine/TDF (Truvada) 

e Emtricitabine/TAF/elvitegravir with cobicistat boosting (Genvoya) 

e "Emtricitabine/TDF/elvitegravir with cobicistat boosting (Stribild) 

e- Raltegravir(A00mgtwice daily) + emtricitabine/TDF (Truvada) | E 

e Darunavir (800 mg daily) with ritonavir (100 mg daily) boosting + 
emtricitabine/TDF (Truvada) 


Q.108) A 31 years old woman comes to OPD with complaints of loose gre 
stools for six months. She stopped dairy products because one physician 
that her symptoms were due to lactase deficiency but improvement occurred 
blood or mucus is associated. Her past medical history revealed dyspepsia 
two episodes of hematemesis. The patient is already using Omeprazole for 
last one year but with only partial improvement. Labs are following Bilirubi 
g/dl, AST 34 ull, ALT 31 ull, Serum Calcium (corrected) 12 mg/dl, Serum 
41 meq/L, Serum potassium 4.2 meq/L, Serum Albumin 4.2 gm/c1 
abdomen is normal. 
a) Give the most likely diagnosis. 
b) Give 4 relevant investigations with justificatiom. 
c) How will you manage her dyspepsia and diarrhea? 
nswer: 
a) Diagnosis: 
e MEN! as having Gastrinoma causing ZES and Hyperparathyro 
z 10 
to parathyroid gland tumor manifested by ê in We 
b) Investigations: 7 
٭‎ The most sensitive and specific method for identifyi i i 
" $ t ying Zollinger-Ellison 
is demonstration of an increased fasting serum 
than 150 pg/mL [150 ng/L). اہ‎ 
* A gastric pH of greater than 3.0 impli i 
سن‎ .0 implies hypochlorhydria 
e Ina patient with a serum gastrin level of | 
: ) greater than 1 ا00‎ 
acid hypersecretion, the diagnosis of Zollinger-Ellison Weite c 
* With lower gastrin levels (150-1000 pg/mL [150-1000 ng/L]) and 
secretin stimulation test may be performed to distingu 
syndrome from other causes of hypergastrin mia, نہیں یو‎ 
aie Intravenous secretin (2 units/kg) produces i : 
y pg/mL (200 ng/L) within 2-30 minutes in 85% of 
jomatostatin receptor scintigraphy (SRS) 


4 


computed tomograph 
primary gastrinomas s iso!) allow 


m - 
sta ۱ Odes, prim fh 
e Intact PTH and Phosphory tic gastrinomas (liver a Primary gastrinomas in 


e Oral proton pump inhibitors 
pantoprazole. or lansoprazole) 
achieve a basal acid Output of 
symptomatic relief ang ulcer h 

* Surgery usually is not recomm i i 
of mah focal i dd Wc ended in patients With MEN 1 due to 


the presence‏ ا 
patente Ong-term survival in the absence of su‏ 


rgery in most 


3) What is the most likely diagnosis? 
b) Enlist 3 differential diagnoses. : 
c) Enlist 3 investigations to reach the diagnosis. ہس‎ 
d) What management step would you consider in this patient? 
Answer: 
3) Diagnosis: 
* Miller Fisher Syndrome 
b) DD: 
* Botulism, j 
* Toxic neuropathy 
* Tick paralysis 
* Diphtheria 
°) Investigations: 
* Anti-GQlb antibodies. 


* The cerebrospinal flui 
with a normal cell coun 


d characteristically contains a high 


protein concentration 
to develop. 
t, but these changes may take up to 2 weeks 


* EMG/NCS j 

is equally helpful. 
4) Management day for 5 days) Vial is 
* Plasmapheresis or VIG (400 mg/Ko/ nits if his forced vital capacity 


re u 
to intensive ca i 
* He should be admitted 15 mL/kg, the maximum 
declining, the forced vital capacity es becomes evident. Declining 
* Intubation is considered if e „30 mm Hg. oF 


inspiratory pressure ۵ 
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dicator of neuromuscular respiratory failure. 


oxygen saturation is a late in : 
hysical therapy help prevent atelectasis. 


e Respiratory toilet and chest p! 
e Thrombopfophylaxis is important. 


Q.110) A 34-year-old man diabetic for 12 years and hypertensive for 1 year. He 


developed nephrotic syndrome 3 years back and ever since his creatinine is 
above normal range. His 


blood glucose levels are generally been well controlle d 
with twice daily dose of insulin.. BP control ha$ been suboptimal despite using 
captopril and thiazide diuretic. On examination BP 160/100 mmHg (supine) and 
130/90 mmHg (upright position) with heart rate of 80/min. Fundoscopy reveals. 
hemorrhages, exudates and neovascu 


larization. Examination of CVS and 
respiratory systems is unremarkable. There is a mild pedal edema, decreased 
sensation to pinprick and vibration sense wi 


th absent deep tendon reflexes in 

lower limbs. Lab findings: Na+ 138, K+ 5.8, CI 110, glucose 128 mg/dl, creatinine 

2.4 mg/dl, HbA1c 8.8%. Urine DIR shows pH 5.0, protein 3+, 24 hours urine sample 

'creatinine clearance of 35 ml/min and protein 4.6 gm. 

a) What are the factors contributing to this patient's hyperkalemia? 

hat are the drugs that can cause hypoaldosteronism? 

hat is the appropriate therapy for this patient? 
er: 

Factors causing hyperkalemia 

Diabetic nephropathy 

e of ACEI, captopril 

Drugs causing hypoaldosteronism 
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Q 111) A young 30-year old female with hi 
;eathlessness devel i ‘story of malai 
سو و ایج یں‎ oes double visia POT and erasing 
wi hadenopathy. Her ch s. Examination revealed he ics 1 E 
lymp ny. est X-ray shows hilar lym had patosp enomegaly and 
a) What is the diagnosis? DA RIS PANNY 
b) What tender red nodul i 
1 ar indi i 
5 this condition? lesions indicate? Give three other causes of 
c) Give 3 invest 


rgations that help in diagnosis? 
S to treat this condition? 


Answer: 
a) Diagnosis: 

e Sarcoidosis 
b) Lesions: 

* Erythema nodosum 

* Other causes are IBD, m 
c) Investigations: 

* Hypercalcemia (about 5% of 
converting enzyme (ACE) level 
disease , 

* The diagnosis of Sarcoidosis generally requires histologic demonstration of 
noncaseating granulomas in biopsies. Transbronchial lung biopsy has a high 


yield (75-9095) as well, especially in patjents with radiographic evidence of 
parenchymal involvement. - 


* Bronchoalveolar lavage fluid in Sarcoidosis is usually characterized by an 
increase in lymphocytes and a high CD4/CD8 cell ratio. 
d) Treatment: ° : i 5 ہے‎ 
* Treatment with oral corticosteroids (prednisone, 0.5-1.0 mg/kg/day) is started. 
Long-term therapy is usually required over months to years. ig 
ue ressive medications, most commonly methotrexate, azathioprine, or 
pia ae used in if intolerant of corticosteroids or corticosteroid- refractory 
disease. ing 7 


ycoplasma pneumonia and non. Hodgkin lymphoma 


patients) or hypercalciuria (20%). Angiotensin- 
S are elevated in 40-8094 of patients with active 


LI 


Q 412; A asear old woman was referred to the clinic after experiencing 


r £ body for approximately 12 months. The 
Widespread’ aches and pains, all over the etháfgy despite good sleep åt night. 
Patient reported potiiis i tiredo skin"tashes, D fois alo wi 
diffi S Ted any ا‎ loss. She denied any diffi 2 " EAT 4 di Wee 
or in Hes) ary ات‎ position. Investigations "n کو‎ AA dde 
Tanase pn, poli MCV 87FI, Sodium 140 mmol/L, Po pmol/L (ref 74-156), 

rea xs ا‎ eatinine, 68 mmol/L, ESR11 mm/h, f 
جم‎ 91000101/1 cr ] 


late 30 nmol/L (ref 7-36) oning? 
a) Give zi likely diagnosis with reas 


RISE CENT -— 


co M M M P — ‫ْ‫ ح‫‎ 
Q 113) A 55 year old male, known case of ischemic dilated cardiomyopathy and | 


a. 7 Ime | 
Wi: 


; isdom Se 
EE which may be helpful for diagnosis? 


? " 
b) Give 3 investigatio 1S, 
a Give 3 lines of ma agemer t strategy ? 


Answer: 
a) Diagnosis: 

e Fibromyalgia 
b) Investigations: : 

e ANA and DsDNA to rule out SLE 

„ Serum calcium, phosphorus and vitamin D levels to rule out Osteomalacia. 


e TSH, free T4 to rule out Hypothyroidism 

c) Management: 

A multidisciplinary education is essential. Patients can be comforted that they 

have a diagnosable syndrome treatable by specific though imperfect therapies 

and that the course is not progressive 

e Cognitive behavioral therapy, including programs that emphasize mindfulness 
meditation, is often helpful. There is modest efficacy of amitriptyline, fluoxetine, 
duloxetine, milnacipran, chlorpromazine, cyclobenzaprine, pregabalin, o 
gabapentin. 

* Amitriptyline is initiated at a dosage of 10 mg orally at bedtime and gradually 
increased to 40-50 mg depending on efficacy and toxicity. Less than 50% of the 
patients experience a sustained improvement. 

e Exercise programs are also beneficial. ; | 

e NSAIDs are generally ineffective. Tramadol and acetaminophen combinations 
can ameliorate symptoms . | 


atrial fibrillation presents with severe abdominal pain and vomiting. On 
examination he is afebrile, BP: 80/40 mmHg, abdomen is mildly distended with 
abdominal tenderness. Rest of examination is unremarkable. His Hb is 14 g/dl . 
TLC 17 x10yL, Platelets 210x105 . Random blood sugar 6.3 mmol/L and ultrasound 
abdomen is normal 

a) What is most likely diagnosis? 

b) What is differential diagnosis? 

c) How will you manage this case? 


Answer: 
a) Diagnosis: 

» Acute mesenteric ischemia 
b) Differential: 

» Intestinal perforation 

» Acute pancreatitis 

* Acute cholycystitis 

* Abdominal abcess 


sport ESSAY Questions a 
Management: 
„ He will be admitted in ICU 203 
„ Keep NPO 
NG tube will be passed ei 


IV fluids with close monitoring of "S 
„ Antiemetic to control vomiting € output 
« Atrial fibrillation will be controll 
a Immediate exploration of abd 
. |f the bowel remains viabl 


celiac aorta or common iliac 
arte 
artery ry to the 


order to avoid the use of Prosthetic conduits in a potentially contaminated field 


Q.114) A 40 year old housewife presented with severe upper a D 

frequent attacks of blackouts in the morning. She is ieu piri 4 ri od 
| have gallstones and non-obstructing multiple calculi in both kidneys. Serum 
| calcium repeated is 11 mg/dl and fasting blood sugar is 55 mg/dl. She also gives 

history of peptic ulcer disease in the past E 3 


a) What is your diagnosis? 
| b) Enlist the associated conditions that can occur in this patient. 
€) What aspects would you counsel this patient about? 

Answer: 
3| Diagnosis: 

* MEN 1 : 

* (Hyperparathyroidism, Insulinoma and Gastrinoma) - 
a iations: 
Glucagonomas 
ViPomas 


Somatostatinomas 1, are frequently malignant, and 
Extrapancreatic NETs are common in ME gone (6996), such as the lung, 


e carcinoid tumors او‎ in Mg 
mus, duodenum, or stomach. à secrete prolactin 

Pituitary adenomas: About 42% of the Pee hine (296), or multiple hormones 

6% secrete GH (6%), ACTH (3%). go! 3 

in about 40% 1‏ ںا 

adenomas or hyperplasia occurs uoc‏ ای اڈ 

are bilateral. 
_ ¢ Thymic NETS occur in 3.4% of affected poe 
3 ن-‎ thyroid adenomas or multinodular 


3 Nonendocrine tumors occur commonly in MEN 


ER 


"E 
Fin 
k 
g 
x 


soo wa 
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104 5 common (705 
fibromas (85%) and lipomas (30%) Collagenomas are (70%) 
angiofibro 4 


m ۱ les 
as firm dermal nodule 

A CEN IM may also be more prone to meningiomas, breast cance 
Affccte t 


mas 
colorectal cancers, prostate cancer, and malignant melano! 


c) Counseling: aap 
e Family screening as it is 
de awareness 
Counseling regarding hypoglycemic episo ar i 
3 Regular کی و‎ and workup for different conditions associated with MEN 1 


the border area with increasing weight loss, cough and hemoptysis for 6 weeks. 
His uncle is being treated for MDR pulmonary tuberculosis. There are widespread 
bilateral coarse crackles on examination of chest. Chest radiographs shows 
multiple cavitatry lesions in both upper and middle zones. Three sputum'samples 
are positive for AFB * 
a) List 2 diagnostic tests that would help design a treatment regimen. 
b) Which of these two would you prefer and why? : 
c) List four ways of obtaining samples for diagnosis of pulmonary 
tuberculosis if sputum is not expectorated. 
Answer: 
a) Diagnostic tests: 
* Gene Xpert MTB 
e AFB Culture 
b) Preferable test: 


* Gene Xpert MTB is preferable because it immediately tell us about Rifampicin 
resistance and we can start MOR treatment : 


. While culture takes time but it will tell us resistance pattern of all drugs arid also 
Will confirm MDR 
c) Methods for sputum collection: 
* Sputum induction via hypertonic saline 
e Gastric lavage ` 
* Bronchoscopy for bronchial washing/lavage 
* Bronchoscopic lung biopsy 3 


Q 116) An 18 year old bo 
both legs for 12 hoja d saci Mi d. 


examination Temperature Vom E acl eti BP SRE 
(sitting), 122/90mmHg (standin 
limbs 5/5, lower limbs 3/5 alo 
impaired in the feet, Investi 


tigati : 
platelets 135000/cumm, Ea Val s revealed Hb 14.5 g/dl, TLC 9600/cum. 


Cod Sugar 136 mg/dl, serum creatinine © 


ted 


mI Questions 
sm 


idi, Na 134mmol/L, K 
90م‎ ation was noma an , CI 102101110 Her - 105 
exa s ches , MC "ia r 
a) List 3 D/D with justificata, was normal 03 24 mmol/l, routine urine 
1 


s? 
'Gations wit 

h T9480, 
this Pationt? hs? 


۱ b) Give 3 relevant invest 


c) How will you manage 
nawer 
n) Differentials; 
« GBS 
۱ + Hypokalemic periodic par 


alys 
» AIP sie 
A p) Investigations: 
۲ . CSF examination contains h 
i weeks to develop in GBS 9h protein but normal cell count but it takes 2-3 
s * NCS shows nerve conductio 
n ا8‎ í 

5 and conduction blocks in GBS owing; prolong distal latencies, absent F waves 

* Spirometery: if FVC is less than 15 mi/Kg, intubation is done in GBS 

* Increased amount of porphobilinogen in the urine during an acute attack in AIP 

c) Management: 

y * He will be admitted to intensive care unit. 


e Plasmapheresis is of value; it is best performed within the first few days of illness. 

* ۱۷۸۷١۵ (400 mg/kg/ day for 5 days) is equally helpful. 

* |f forced vital capacity is declining, intubation is considered if the forced vital 
capacity reaches 15 mL/kg, the maximum inspiratory pressure reaches -30 mm 
Hg, or dyspnea becomes evident. Declining oxygen saturation is a late indicator 
of neuromuscular respiratory failure. 

n * Respiratory toilet and chest physical therapy help prevent atelectasis. Marked 

hypotension may respond to volume replacement or presser agents. 


۴ * Thromboprophylaxis is important. 
* Physiotherapy of lower limbs. 

QITT. A 28 year female during 36th week of Pregnancy Pene ا‎ had 
wmiting and yellow discoloration uiv pred he was jaundiced and liver 
‘mained uneventful so far. On physical eximii piirubin amg, ALT 300 
Span was reduced. Laboratory investigations show : 

-—- IU/L, INR 2.5 and urea creatinine normal \ 

of a) What is the diagnosis? EN 

k b) What is differential diagnosis? ro 

5 c) What further tests are you E 4 "à 

os d) How will you manage this © 

m Answer. 


مس یں ہے 
Acute fatty liver of pregnancy‏ 


|ui نے‎ ail 


we 


hi Ditterential® 


j 


v) Teata 


d) Management: 


ata 


a tor fulminant Hepatitis are Mhar 
y liver ot pregnancy (usualy 


are‏ ۱ء 


^ TIT 
Liver an (howe fer acule tatt 


hepatitis 
۱ L) than 


i than 1000 unitai 


7 ) : aund 
000 unis m sive the liver but typically does nol ا‎ Lap the 
hard 8 ın teste in patiente. with preeclampsia usualy do ny 
UNO 


saliente with acute tatty liver of pregnancy 


Pre. eclampalé 
elevations in liver 
reach the levels &een In p 


alkaline phosphatase 


rarked elevation of 
ê pieal on tasting lipid profile 


Hypocholesteralemia is ty 
Hypelibrinogenemia ts present 
RSR to cheek for hypoglycemia 


Diagnosis of acute fatty liver of pregnancy mandates immediate delivery 
Intensive supportive care with ICU- level observation i8 essential 

۱۷ fluid, antiemetic and good nutrition will be maintained 

Vaginal delivery i& preferred 

y derangements settle over days with supportive care, and recovery it‏ 801 ا 
usually complete‏ 

Rarely liver transplantation can be needed 


AU 


eles area emanate Pe 
Q 118) A 16 year old female presented with acute flank pain of 12 hours duration. 
She also had proximal muscle weakness for quite some tim», Two of her siblings 
have similar problem, On investigations her KUB show bilateral Nephrocalcinosis. 
Blood complete picture shows Hb 119/901 TLC 8000/cumm. Urine examination 


shows 20-25 RBC/hpf, WBC 15/hpf. Her ABGs show PH of 7.32 with a normal 
anion gap 


à) What is most likely diagnosis with justification? 
b) Give 2 likely differential diagnoses? 


Distal Renal tubular acidosis (type 1) 


* Be 1 
ا ار مب‎ normal anionic gap metabolic acidosis 
sess ae s AAS nephrolithiasis are often seen in patients with 
aan ‘ava ta و‎ t MAN paved calcium reabsorption 
stones and N n gos 

b) Differentials: 0 " ہے‎ i 
* CKD due to renal stones 
LI 


OKA (during recovei 
ry Snlonic gap is normaly N 3 


c) Wh | 
) va at coer will you carry out in this patient Give expected | 
Answer: i 


a) Diagnosis: 


sp 
0 


short Essay Questions 


Investigations:‏ و 
Complete ABG to look for decrease‏ + 
و Serum calcium will be decreased‏ „ 
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d Bicarbonate and increased CI. 
ue to hypercalciuria. 


The urinary anion 
Mid The uina te acl 2 K* - CI-) reflects the ability of the kidney to excrete 
gap diffecentiates between gastrointestinal and renal 


f i A 
causes of hyperchloremic acidosis If the cause is gastrointestinal HCO0»4- loss 


renal acidification remains normal and NH4CI excretion increases‏ و 
yi gap is negative. If the cause is distal RTA, the urinary‏ و ان 0 
Asis eri the basic lesion in the disorder is the inability of the‏ پت e ic‏ * 
defective: HED E as NHA4CI. dn proximal (type Il) RTA, the kidney has‏ 
i: 3- reabsorption, leading to increased HCO3- excretion rather than‏ 


decreased NH4CI excretion; the urinary anion gap is often negative. 
» urinary.pH may not be lower than 5.3. 
« Serum electrolytes to look for hypokalemia. 


* When large amounts of other anions are present in the urine, the urinary anion 
gap may not be reliable. In such a situation, NH/ excretion can be estimated 
using the urinary osmolar gap. 


——————————————————— SS 
Q 119) A 39 year old female with manic depression taking some treatment 
presents with nausea, vomiting and tremors. Her Na is 149 mg/dl, K 4.1 mg/dl, TSH 
raised, urea raised 

a) What is most likely cause of her condition Give reasons? E 

b) What is the underlying pathophysiology for these abnormal laboratory 

findings? 
c) What is the management? 


Answer: 
2) Diagnosis: 
* Lithium toxicity 
* Because she is suffering from manic 
Lithium. She presented with vomiting al 
its toxicity ہا‎ 
* Raised TSH suggest hypothyroidism which occur with lithium use 
* Increased urea favors kidney dysfunction by it. 
b) Pathophysiology: 
* Increased TSH due to Hypothyroidism 
* Increased urea due to underlying volume contraction 
* Raised sodium is due to nephogeinc DI. 
Management: 


irrigation is do 

* Gastric lavage or whole bowel (28 
(lithium is not adsorbed by activated ا‎ ing of urine output 
fluids with close monitoring of urine output. 


* intravenous saline-containing 


depression and main treatment of this is 
nd tremors which are usual symptoms of 


c) 
ne to prevent systemic absorption 


Wisdom Serios 
یں‎ ee T aswel 
E 7 sif the patient is markedly symptomatic or if the serum level exceeds 
function is impaired 


be an effective alternative to 


سے 


e Hemodialysis | 
4-5 mEo/l especially if renal 
e Continuous renal replacement therapy may 
hemodialysis 
TT history of progressive dyspnea on 
Q.120) AN 1s اس‎ uidet eet is pave dd jm symptoms and her medical 
Nas» unremarkable: Physical examination savone d Deine) Apps toin ai Vs 
i erature and RR are normal. she ۲ 
nag لس سس‎ is unremarkable. Investigation show Hb 6 gmidj, 
MCV 108 fl, TLC 3.2x10,/L, Platelets 90x10,/L ۶ : 
a) Write down 3 common differential diagnosis for this patient? 
b) Write down three diagnostic investigations? , 
c) Write down specific treatment for most likely diagnosis? 
Answer: 
a) Differentials: 
٭‎ B 12 deficiency causing pancytopenia 
» Acute leukemia 
e Aplastic anemia 
b) Investigations: 
« Peripheral film to look for any blast cells, macro ovalocytes and hypersignmentec 
neutrophils. 
» Vitamin B12/folic acid levels may be decreased. 
Bone marrow examination in case of aplastic anemie it will be hypo cellular o^ 
aspirate and biopsy. In case of B 12 deficiency bone marrow will show 


hyperplasia and Megaloblastic picture and in case of acute leukemia it will show — 
blast cells. 


c) Treatment: ^ à | 
Patients with vitamin B42 deficiency are usually treated with parenteral therapy: — 
Intramuscular or subcutaneous injections of 100 mcg of vitamin B42 9* 


adequate for each dose Replacement i 
is u De 
weekly for first month arid then monthly for reni span pacers 


$ : fection: 
* Supportive care including blood transfusion, antibiotic cover in case of in 


yurtiple Choice Questions 


MULTIPLE CHo| 


—— 


4) A patient with steatorrhea, 
was milky white ascitic fluid. 


3) Celiac disease 


Pedal edema and asci i i 
What is ries ites. On diagnostic ascitic tap 
p) Intestinal lymphangiectasia 
c) Whipple disease 
Answer b: 
> widen ox lymphangiectasia is a rare protein-losing gastroenteropathy 
charamen by dilatation of the intestinal lymphatics and loss of lymph fluid into 
e ga rointestinal tract, leading to the development of hypoproteinemia, edema. 
lymphocytopenia, hypogammaglobinemia, and immunologic anomalies. 


» Traditionally, protein-losing gastroenteropathies have been classified into three 
groups (depending on the mechanism of their etiology) that include the following 


* those causing mucosal damage leading to increased permeability to protein 
(usually not involving mucosal ulcerations), 


* those with mucosal erosions and/or ulcerations, and 
* those in which protein loss is secondary to mechanical lymphatic obstruction. 


2)۸ female patient with family history of thrombotic events, presented with left 
calf swelling. What is initial treatment option 


a) LMWH j 
b) Warfarin 


€) Streptokinase c A E 
Answer a: underlying cause can be protein C, S and anti-thrombin III deficiency 


1 i dules on nasolabial folds and 

3) 16 years boy presents with seizures. O/E some no s 
face and OS type rash on back. Family history is negative, 
Diagnosis 

a. Von Recklinghausen disease 

b. Tuberous Sclerosis 

€. Sturge Weber syndrome 

d. Osler Weber Rendu Syndrome 
Answer: b TN 
F i is include the following: 

enge in جا مو‎ m logic findings result from the location, size. 


: Be. oe findings A e presen of subependymal nodules (SENs) and 
mie giant cell astrocytomas (SEGAs) 


-— ہے‎ DN 
Wisdom 


manifestation of TSC is 


à n cutaneous : childhood or eap, * 
0 ۔) سے‎ ۷ il la 
D cuianeous findings The th often does not appear unt Ke y 
: yos 
oma sebaceu 


ader 
adolescence lvement is U í : 50-60% of 
Cardiac findings Cardiac ais TSC, particularly in early ra ا‎ x 
may be the presenting sign vid nce of cardiac disease, mostly PCIE 
individuals with TSC have evi vn of patients have ocular abnormalities; some 
Ophthalmic findings: At least 0 is as high as 80%; these lesions are actually 
studies have reported a preva enc calcified over time 

retinal astrocytomas that tend to become tive studies have found cystic 
Pulmonary findings: Prospective and bape ge ا‎ with TSC 

pulmonary abnormalities in as many as 40% of w cond most common 
Renal findings: Renal manifestations of TSC are the al dominant polycystic 
clinical feature; 4 types of lesions can occur: ا‎ maE omas (AMLs), and 
kidney disease lesions, isolated renal cyst(s), angiomyolip , 


renal cell carcinomas : : 

Dental findings: Pitting of the dental enamel is invariably present in ve 

permanent teeth of patients with TSC ; gingival fibromas occur in 70% of adults 

with TSC, in 50% of children with mixed dentition (primary and permanent teeth), 

and in 3% of children with only primary teeth 

+ Gastrointestinal findings: Hamartomas and polyposis of the stomach, intestine, 
and colon may occur 


~ Hepatic findings: Hepatic cysts and hepatic AMLs, typieally asymptomatic and 
nonprogressive, have been reported in"as many as 24% of patients with TSC, 
With a marked female predominance (female-to-male ratio 5:1) 


Skeletal findings: Sclerotic and hypertrophic lesio 
Ns of bone 
incidentally on radiography performed for other indications is a 


sually maximal at birth or early in ife 


4) A 65-year- i i 
appropriate veatment wi 7° 2 OM Presented with the BP of 170140 d 
a) Ca channel blocker 
b) Diuretics 
c) ACE inhibiters 
d) B blockers 
Answer: ACE Inhibitors 


5) Not a cause 9f Charcot joint 
a) Amyotropic lateral Sclerosis 
b) Tabes dorsalis 
[2] Syringomylia 


d) Leprosy 
Answer: ALS 


i 0 


Vd COMPE NET یس‎ 


multiple Choice Questions 


CAUSES Of CHARCOAT joints 
. DM 
SYPHILLIS 
SYRINGOMYELIA 
„ SPINAL CORD INJURY 
e PERNICIOUS ANENA 
+ LEPROSY 
. PERIPHERAL NERVE INJURY 


6) Pure motor neuropathy is seen in 
a) Diabetes mellitus 
b) Lead Poisoning 
c) GB syndrome 
d) Myasthenia gravis 
Answer: GBS 
Predominant motor neuropathy: 
1. GBS 
2. Lead poisoning 
3. HSMN 
4. Porphyria 
5. CIDP 
6. Diptheria 
Predominant sensory neuropathy: 
1. DM 
» UREAMIA 
5 Leprosy 
. Alcoholism 
. GB variant 
. Amyloidosis 
* Vitamin B12 deficiency 


NOUR WH 


7)A youn 
g female NET 
complains of generalized weakness and diplopia at the end of 


Propriate diagnosis is 
a) GB syndrome 
b) Myasthenia gravis 


the day the 


c) Motor neuron disease 


d) Polymyositis 
Answer: Myasthenía gravis 


8) A 60-year man presents oh k The : 
progressive dysphagia. His elevated. most شارت‎ | 
investigation is 

a) EMGs 

b) NCSs 

c) Muscle biopsy 

d) CT of neck 
Answer; Muscle Biopsy 


9) A 65-year-old made has complain of right sided headache, on examination f 
tenderness is positive, right temporal artery is palpable, his ESR is 130, CT brain 1 
is normal. The most appropriate step is = Xr E 
a) Temporal artery biopsy plus IV steroids 
b) MRI bran 
c) CSF analysis 
Answer: Temporal artery biopsy plus IV steroids 


In GCA diagnosis is usually based on typical clinical features, raised 
repose to steroids and confirmation in case of any concerns is by tem 


/ 


10) A 55 years old patient with decompensated cii 
pain abdomen, the most appropriate diagnosis is 
a) HCC 
b) Secondary peritonitis 
c) SBP 
Answer: SBP 


11) A young patient has two 
appropriate investigation is 
a) HBsAG 
b) HAV IgM 
€) Stool culture for HAV 
Answer: HAV IgM 
The diagnosis of acute HAV infection is based 
(IgM) antibody to HAV. Test results for ent 
symptoms and usually accompany the first ri 


days h/o fever, pain abdomen 


WA with c/o recurrent episodes c 
sing for Ralf minute with extreme pallor, the m 


TISQOm ۷ڈ‎ 


c) Norepinephrine 
d) O2 inhalation 
e) Hydrocortisone 
Answer: Epinephrine 
d in A & E with h/o transfusion reaction, ho h 


15) 26 yo ا‎ ede peripheries with BP of 90/70, the immedia, 


dyspneic and cyanosed and has co! 
ireatment to be given is 
n a) IV salbutamol 
b) IV adrenaline 
c) IV noradrenaline 
d) IV normal saline 
€) IV hydrocortisone 
Answer: IV adrenaline 
Anaphylactic reaction management 
e Stop the transfusion immediately, s 
e Support the airway and circulation as necessary. 
* Administer epinephrine, diphenhydramine, and corticosteroids. 
* Maintain intravascular volume. 


* A subcutaneous injection of epinephrine (0.3-0.5 mL of a 1:1000 aqueous: | 
solution) is standard treatment. If the patient is suffici 


, epinephrine (0. ofa 
1:10,000 aqueous solution) may be administered intravenously. e (0.5 mL 


| 


16) A middle-aged man presented in A & E department 
nose and mouth and has purpuric rash. The best investig, 
a) Electroencephalography 
b) PT, APTT 
c) CBC 2 
d) Electrocardiography 
Answer: CBC 


With h/o bleeding from — 
ation to be done is 


17) A 50 years old man developed purpuric rash 24 hours و‎ 
coronary angiography the immediate next investigation that Should be don 
a) BT, CT , 
b) CBC 
c) PT 
d) RFTs 
Answer: RFT 


° e L E وا‎ 


Multiple Choice Questions 


nduced nephro 
vPnropathy ( 
ease y y (CIN 


). the 115 
4 | Serum 

5. and returns to iso after contrast agent E (SCr) concentration usually 

NE in 7-10 da Ministration, peaks betw 

ys , een 


n^ 
in 2 


a) Exercise tolerance test 

b) Echocardiography 

c) Angiography 

d) Plathysmography 
Answer: Exercise tolerance test 


18) Young patient taking OCPs 


prophylaxis for her? gets contact with a meningococcal patient, what is 


IAAL 


a) Doxycycline 
b) Cotrimoxazol 
i c) Ciprofloxacin 
d) Rifaximine 
Answer: Ciprofloxacin 


20) Young athlete runs 10 km marathon gets acute painful big toe, his serum uric 
acid is 6.5 mg. What is diagnosis? 

a) RA 

b) Gout 

c) Trauma 
Answer: Gout 


ae m n eel 


$ 
i 
1 


21) A Hepatitis C+ patient has right sided hydrothorax and refractory ascites. 


best treatment option?‏ کا 
a) Recurrent paracentesis A‏ 
b) Albumin infusion‏ 
c) TIPS‏ 
d) Liver transplant‏ 
Liver transplant‏ : 


surgery in 
22) ^ 15 years boy has history "d auar 
y. His serum Ca is 7.2 mg 9 


a) Hypoparathyroidism 


SIE Wer Tm mn n rmn DU Be. 
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b) CRI 
c) Vitamin D deficiency 

Answer: Hypoparathyroidism 


23) A young patient presented in ER with h/o fever for A ca and RHC pain now 
sudden onset breathlessness and right sided pain cause 

4) Ruptured hepatic abscess 

b) Acute hepatitis 

c) Pulmonary embolism 
Answer: Ruptured hepatic abscess 


24) A 56 years old male presented in medical OPD with history of tremors of 
hands, slowness in walking no abnormality in mental function 

4) Parkinsonism 

b) Huntington disease 

€) Alzheimer disease 
Answer: Parkinsonism 


25) Which of following investigations should be done to confirm diagnosis of 
Polymyositis? ' 

a) EMG 

b) NCS 

c) Muscle biopsy 
Answer: Muscle Biopsy 


26) A young man went to holiday stayed in hotel came back with chest infection 
and diarrhea, Which of following is likely causative agent? : 


4) Legionella . 

b) Pseudomonas 

€) Streptococcus 

d) گا‎ Coli 
Answer: Legionella 


27) Cause of normal anion gap metabolic acidosis, ^ 
^) Diarrhea 
b) DKA 
€) CKD 

Answer: Diarrhea 


18 


of 
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1 i is Ypically ہے وےجمودک‎ 

S Paving a normal AG non-AG) or a 
BINON-AG metabolic acidos also یمک‎ e (e, یم‎ 
sometimes referred to I es » sA 


LY perchloremic acidosis Calculation Í 
6101۱ in the differentia; diagnosis of metapora is 
metabolic acidosis ہی‎ be temembereg with the mnemonic 
D (acid load, chronic نو‎ fare carbonic anhydrase inhibitors, rena 
acidosis. ureteroemerostorn 3 na 


metabolic acidosis 
ls consideration of the following 


cidosis - Beta-hydroxybutyrate, acetoacetate 

- Sulfate, phosphate. urate and hippurate 
= Salicylate, methanol or formaldehyde (formate), ethylene glycol 
oxalate), paraldehyde (organic anions), phenformiimetformi P! 
Propylene glycol (D-lactate, L-lactate) 
acidemia (5-oxoprolinemia) 


NE A‏ .د 
rM‏ 
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SS 


scharged from hospital 1 month back wit, 
His CXR shows small pleura 


ur fracture & di 
st pain. 


0) Youn 
0 ee he develops hemoptysis and che 
effusion. What is most likely cause? 
a) Sarcoidosis 


b) Pulmonary embolism 

c) Pulmonary infarction 

d) Fat embolism 

e) Pneumonia 
Answer: Pulmonary embolism 


| POOL AUGUST 2016 zu 


man got fem 


31) A middle age man known case of HTN, COPD, IHD presented in emergency 
nation pulse is 110/min irregular 


with complaint of shortness of breath. On exami 
BP: 110/70 mmHg. Labs show creatinine 3.4 mg/dl ECG show sinus rhythm but 
many APCs and occasional PVCs. Which drug should be given to control hean _ 


rate 
a) Verapamil 
b) Diltiazem 
c) Prazocin 
d) Metoprolol 
Answer: diltiazem 


32) A 30 years old female in third tri; 

M MM rimester of pregnancy pres: i 

we esee nae shows microcytic hypochromic anes san Ee e 
ar. What is most likely diagnosis? ; ET" 


a) B-12 deficiency 
b) Thalassemia 
c) Iron deficiency anemia 
d) Sideroblastic anemi 
a 
Answer: iron deficiency anemia 


33) A 40-year male 
Which of fol Who is known case of CKD 
" tap ^Y Should be given to this patents Messi attack of e^ 
b) Colchicine 
€) Steroid 
d) Febuxostat 


eu and will control most attacks "atic symptomatic 


ications to the The relief in acute episodes of 
contrainaica use of NSAIDs Y are most useful in patients with 


şû) A 50-year male Presented with acute Swelli 
E 5 ETT birefringent crystals. wean i exec per Kep 
۲۰۰٠۴ b) Hemochromatosis 
3 c) Rheumatoid arthritis 

d) Pseudo gout 
: Pseudo gout 


) 50 rs male presented j 
سس‎ Eton scours en emergency with complaint of right sided body 


ptosis and dilated pupil in left eye. What is most 


a) Weber syndrome 
_ 35) Lateral medullary syndrome 
= « €) Medial medullary syndrome 
ier: Weber syndrome 


srs syndrome (superior alternating hemiplegia) is a form of stroke characterized 
t ce of an ipsilateral oculomotor nerve palsy and contralateral hemiparesis 
a. It is caused by midbrain infarction as a result of occlusion of the 
branches of the posterior cerebral artery or of basilar bifurcation perforating 


ith hi ea for last 10 days along with - | 
r _-> مل سنوی‎ showed positive PAS E 
Nhat is most likely diagnosis? É t EL 
Whipple disease 1 
b) Celiac disease ` 


f pain in right knee jo 
iness 10 days ago 


E 


ale presented with history 
e has history of diarrheal il 


AA 


as‏ رر 
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d) Psoriatic arthritis 
Answer: reactive arthritis | 
istory of amenorrhea. Past histor, 


3month h ing drug can worsen th 


male presented S Which of follow 


38) A 30 years fe | hypertensio 


is positive for essentia 
condition 

a) ACEI 

b) CCB 

c) Methyldopa 

d) B blockers 
Answer: ACEI 


——— S 


39) Which of following drug combination is best for thyroid storm 


a) Propranolol + PTU + PCM + Ipodate 

b) Metoprolol + methimazole + Ipodate 

c) lodine contrast + beta blockers 
Answer: propranolol * PTU * PCM * Ipodate | 
d 
40) A 55 years male smoker with chronic cough presents with recent history of | 


severe diarrheal illness ABGs showed HCO3- 12 mmol, PCO2 55 mmHg, pH 7.30. £ 
What is interpretation of this blood gases 


a) Mixed respiratory and metabolic acidosis 

b) Metabolic alkalosis 

c) Respiratory acidosis 

d) Mixed respiratory and metabolic alkalosis 
Answer: mixed respiratory and metabolic acidosis 


41) A young female presents with Altered state of consciousness. Examination 


revealed mid dilated pupils and bilateral i 
e up goin ۳ 
bicarbonate of 13 mmol. What is your most iken alaan INDE E 


a) TCA 

b) Paracetamol poisoning 

€) Aspirin poisoning 
Answer: TCA 


42) A 30 years male re: à 

30" sents 
Examination reveals. Bero no 
3) Lyme disease 
b) Gout 


ith facial Palsy and swollen ri joint 
x n right knee joint 
rans. What is most likely ا‎ ; 


Choice Questions 


3F c) Stroke 
= d) Reiter syndrome 
ewer: Lyme disease E 


disease, the most c 

Borrelia burgdorf eri The deco bome illness caused by infect‏ ]ء02 
"infected ticks of the genus /xodes, ease is transmitted 2 fame infection with the‏ 
eqns and symptoms via tick bites, from‏ 

and symptoms of L ; 
E. with early Erano e by disease stage Physical findings in 
| „ Erythema migrans BE. 
ZEN. Fever 
Myalgias 


— Tender local adenopathy (local, not diffuse) 

ical findings in patients with early disseminated disease are as follows: 
EM (single or multiple lesions) 

Headache 


nder adenopathy (regional or generalized) 
Conjunctivitis (uncommon, never prominent) 
Carditis (usually manifests as heart block) 
agismus as a sign of aseptic meningitis 
neuropathy, especially cranial nerve VII and Bell palsy (peripheral seventh 
Wwe palsy with decreased unilateral tuntien. CASO per cm 

: Wii 1 i hysical finding is arthritis. ritis is loc: 1 
aly. 5 5ھ‎ Warmth, suena from effusion, and limited 
on help distinguish arthritis from simple arthralgia. ; 


enzyme immunoassay (EIA) or immunofluorescence assay oe 


or IgG and IgM titers 5 R 
Western blot testing 


e disease is as follows: E 
d or early disseminate mit 


i calize' اال‎ i 
s 2 20 nee jcycline, amoxicillin, Or و‎ 
ami id ursing women W 
der 8 years and pregnant of "ee roxime axel 
0 Tide ars ane Amoxiclin or cefuroxim 
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ral doxycycline 
or cefotaxime, 0 
a disease: IV penicillin, ceftriaxone ted meningitis. facial nery, 


+ Neurologic Lyme 
when not contrain' 
palsy, or radiculitis 

Treatment of Lyme arthritis is a 
Oral antibiotics for 28 days 
Re-treatment with oral antibio! 
Re-treatment with IV antibiotics for refractory cases 
Oral antibiotics for another month in patients with posi ern 
NSAIDs in patients with negative PCR. supplemented if ne 


13 ۔ 
dicated, in patients with Lyme-assoc‏ 


s follows. 


tive 


hydroxychloroquine 


Consideration of arthroscopic synovectomy in patients unresponsiv 


symptomatic therapy lg : 
Lyme carditis may be treated with either oral or parenteral antibiotic therapy for 14 A ys 
(range, 14-21 days). Hospitalization and continuous monitoring, with consideration for 
temporary pacing, are advisable for patients with any of the following: 
+ Associated symptoms (eg. syncope, dyspnea, or chest pain) 
+ Second-degree or third-degree AV block 
* First-degree heart block with prolongation of the PR interval to more than 30 
milliseconds (the degree of block may fluctuate and worsen very rapidly in such 


patients) 


43) A young female who is using OCPs presented with 
breath and pleuritic chest pain. On Examination there i 


ECG will show 


a) Right ventricular strain pattern 
b) Left ventricular strain pattern 
c) Sinus tachycardia 

Answer: right ventricular strain pattern 


tics for mild residual joint swelling 


PCR of synovial fluid 


eto 


history of shortness of 
s Only mild tachycardia 


44) Patient presented with 1-week history of fevor and ASOC. These symptoms 


started after the 


Answer: NMS 


ASOC fo 


€) Parkinsonism 


r1 


45) A 40 yea 
years De Presented with histo 


examination there was 


A 


nie Choice Questions 
a) TBM 

b) Bacterial meningitis 

c) Viral meningitis 

d) Cryptococci meningitis 


cp BS, # 


0 years male who is k A | 

g indinavir developed eM cpu " ADS taking antiretroviral therapy 1 

ones. What will be the a umbar pain. CT showed radio dense 
composition of stone? i 


b) Calcium phosphate 
c) Uric acid 

d) Indinavir 

alcium oxalate 


ear male patient who is known case of MDRTB developed pigmentation 
posed body parts. What is the most likely cause? i 


a) Hemochromatosis 

b) ATT drugs 

c) Porphyria cutanea tarda 
1 drugs 


ears female who is known type 1 diabetic and have no other 
except microalbuminuria (150 mg /24 hours) wants to become — . 
seeks your advice. What will be the effect of pregnancy on kidney 


effect ۱ : 2 
Il worsen kidney function ne rr 
rse during pregnancy then later rapid improve p E 


rrr MM AU. Cu ti oo 2 TP 
ای ل2‎ FT :رھ ری‎ 2 t 
Wisdom $ fis 
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e and history of Verte, 


tigu: 
nted with bone pains, fatig d alkaline phosphatas, 


g/dl, hypercalcemia, raise 


female prese 
" diagnosis? 


50) 60 years old v^ 
. Labs revealed 
urine protein were positive, What is your 
a) Multiple myeloma 
b) Osteoporosis 


۰ c) Paget disease 
Answer: MM 
51) A 45 years female has 10-year history of rheumatoid arthritis, What is moy 
likely cause of renal disease in this patient? 
a) Amyloidosis 
b) NSAIDS 
c) Glomerulopathy 
d) Tubular disease 
Answer: NSAIDS 


52) 60 years male presented with history of vertigo and vomiting. Examination 
revealed right-sided ptosis and constricted pupil and left sided loss of pain and 
temperature sensations. What is the most likely cause? 

a) Basilar artery occlusion 

b) Right PICA 

c) Vertebral artery occlusion 
Answer: right PICA 


7 Lateral medullary syndrome is a neurological disor 
90 due to ischemia in the lateral Pat of the iet mia the 
ان‎ The ischemia is a result of a biccsage in the posterior inferior 
pag sl pey or one of its branches. Lateral medullary syndrome is also 
PICA dd radii EE fed. Peu ary eyndrore. 
Rui » me, and Wallen 's syndrome. 
4 ا ا ا‎ a Pope ida by sensory deficits that m Ex and 
e A mee (opposite to the lesion), and sensory deficits of the 
ر‎ aldai Henri ipsilaterally (same side as the lesion). Specifically a los 
The cross body findis 099100 if the lateral spinothalamic tract i involved 
made. ۷ nding is the chief symptom from which a dlegnosis can be 


[2 
atients nba difficulty walking or maintaining 

ol vaning temperat t 2 enaa based on wh 

۱ show derat i ilusione of room tit, The mate Cu 


iple Choice Questions 
associated with vertic 


JO Spells 


from the involvement of tha ا‎ "hese Vertigo spaik 125 
3 Qc ¢ ‘ 
n Common symptoms With lata d n of Déiters' nucleus result in 8'li^g, caused 
swallowing. or dysphagia, qpe Mêdullary gy í 


i ne 
ambiguous, as it supplies the , 9 Caused 
speech (dysarthria), ang dis SOssopharyng 


system relay and gives 

Homer syndrome ~ such ag miosis 

Palatal myoclonus, the twitch i 
i " ' ING of the 

due to disruption muscles of th 

ھ۵٥‎ 8 e central legmental tract Other em M EM 

temperature sensation, ens à decrease in Sweating, problems with body 


88, difficult | 
aa y walking, and difficult 
balance. Lateral medullary Syndrome can also ane bradar 


zi 2 Similar to the Symptoms caused by 
nhidrosis and partial ptosis 


j) A 50-year diabetic patient developed 
pil. What is most likely cau o? ped right eye partial ptosis and mid dilated 


8) Diabetes mellitus 
b) Mid brain stroke 

$ c) Myasthenia gravis 
wer: DM 


renal failure. Which of following drugs could have prevented this. 


_ a) Allopurinol 
- b) Daunorobicin 


^in combination with decreased roticulocyte count suggest 


) Hemolytic anemia 
B-12 deficiency anemia 
Thalassemia 
deficiency anemia 2 
CKD who is taking ferrous sulphate 200mg. 


ear male patient of acute leukemia who was started on chemotherapy 


umm ose etm TET 4 
| 
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E ME tT ey 
b) IV iron alone ۱ 
c) Erythropoietin alone 
Answer: ETP plus IV iron 


confirmed case of osteoporosis and T score of les, 
5 


57) A 60 years female who i are within normal range. Which of following 


than 3.0. All metabolic profile and labs 
drug should be started 
a) Bisphosphonates 
b) Calcium and vitamin D 
C) Calcitonin 
Answer: Bisphosphonates 


58) A 52 years male presented with inferior wall MI. His heart rate is 40 ang he 
complains of dizziness. What will you do? 


a) Atropine iv 

b) Insert pacemaker 

C) Cardioversion 

d) Epinephrine ,. 
Answer: atropine 


59) A 55 years female known case of diabetes on Insulin therapy NPH and R. 


Her fasting blood sugar is 
, at 3.00 AM 45 mg/dl. How 

will you adjust insulin? 

a) Decrease night NPH dose 

b) Increase night NPH dose 

©) Decrease morritng NPH dose 

d) Increase morning NPH dose 
Answer: Decfease night NPH dose" 


ES 


60) A 25 years male sexuall i 
60 y active pres 
Joint. Aspirate showed cellular ae ed 


3) Septic arthritis 


b) Gonococcal arthritis 
€) RA 


th painful arthritis of right knee 
Of 50,000. What is most likely cause? 


d) Reactive arthritis 
Answer: gonococcal arthritis 


Questions 


ar male presented with a y 
۱ cut 
y support. Which of following eui aS voie 7 r 


a) Decrease the tidal volume اوہ‎ 
= b) Increase expiratory flow 

4 6) Decrease inspiratory flow 

Decrease tidal volume 


1E 


eo e Presented with history of right knee joint pain and 
r las ex associated with fever, Joint aspirate showed cellular 
,000. . What is most likely cause? 

a) Septic arthritis 

| b) Non-Gonococcal arthritis 

|. €) RA 

T d) Reactive arthritis 

1-gonococcal arthritis 


s old female w'io is known case of CLL Hb js 5.0 and reticulocyte 
ent what is the cause of anemia in this pa er «ps 


Bone marrow suppression 
Autoimmune hemolytic anemia 
Sideroblastic anemia 


7 


me is known case of RA taking steroids a 

edle E mildly, enlarged. Labs show Hb 6 

‘of 75000/cumm. What is likely cause? 
ndrome ^. 

suppression i 

induced pancytopenia 

nduced pancytopenia 


prophylaxis shoul 


= M 


2 A 


147 


e 


j^ سے‎ LM AS hh kd Adi 
V af Gane Kor FIP LIN AES 
Pont ESE 


Wisdom Sori, 


in medical ward with diagnosi, 


آ0 کو 
who is admitted f following fluid should be give, 1‏ 18 


male patient t 
atk eam levels; are 455mEq/L. Which o 


this patient 
a) 0.9 percent normal saline 


b) 0.45 percent normal saline 
c) Ringer lactate 


Answer: 0.45 percent normal saline 
پر چا‎ 5 
Pool April, October 2017 and 2015 


$7) Patient with Right knee joint and left Ankle joint pain during episodes of 
diarrhea. O/E afebrile 

a) UC 

b) Crohn's 

c) Whipple 4. RA 

d) Reactive Arthritis 
Answer: d 


68) IE prophylaxis is indicated in which scenario 
a) Primum ASD 


b) Secundum ASD à ceo 

c) HOCM i 

d) After Surgical Closure of VSD by prosthetic material 
Answer: d 


Cardiac conditions with high risk of adverse outcomes fi iti i 
i ۲ 
EY om endocarditis for which 


1.Prosthetic cardiac valve 
2. Previous infective endocarditis 
3. Congenital heart disease (CHD) 


^ Unrepaired c anotic CHD. i ; FR 
ompletel ‘ D, including palliative Shunts and conduits 


5 y repaired i : 2 F 
whether placed by ا‎ heart defect with Prosthetic material or device, 


after the Procedure 
7 Repaired CHD with residual defects 


Prosthetic patch or Prostheti i 
| eti 
4.Cardiac transplant و‎ 


^ 


ry or by catheter intervention, during the first 6 months 


at the site or adjacent to the site of a 


ation recipients in Whom cardiac valvulopathy develops 


x ‘Choice Questions 


old patient a 129 
| ears nt work __ ں٠‎ 7 
SB neuro thy and vibration ary ean factory Presented with some 
which toxin is most likely? N Sense were oy 
a) Lead 
| p) Mercury 
- ¢) Organophosphate 
$ Mg 


: ears girl from Afghanistan With 
B esclenomerat antt l'epeated blood transfusions in the past. 
D [ galy. Labs: HB 5.6, hnormochromic normocytic anemia. 


lassemia major 
ssemia intermedia 
emia minor 

b 


I findings not associated with Waldenstorm Macroglbulinemia 
iscosity 
atosplenomegaly 


] HAART presented with renal Colic. X Ray KUB showed radiopaque 
h stone composition is there? 8 


phate 
osphate 


ors « re associated with renal stones of which B 


c) Hypertonic 
d) Fluid restrictions 5. Dextrose saline 


e) Half strength saline 
f) Ni saline. 
Answer. C 


: x k 
74) Patient with gastric surgery for peptic ulcer now presented with weakness, 


abdominal pain, sweating which is caused due 
a) hypoglycemia 
b) hyperglycemia 
c) hyponatremia 
d) low gastrin 
Answer: a l 
Its due to dumping syndrome that occurs after gastric surgery 


75) Diabetic patient with Ptosis. O/E Pupils normal with normal response to light. | 
Diagnosis | 
a) Weber 
b) Partial 3rd nerve palsy 
c) Complete 3" nerve palsy 
Answer: b 
76) A young lady with type 1diabetes for ten years, on enalapril, well control ۱ 
diabetes but persistent microalbuminuria. Current urine 
albumin is 150mg. She camé'to you for opinion regarding pregnancy. 
a) Enalapril is safe i 1st trimester ۱ 
b) Enalapril should be replaced with another drug 
€) It will have no effect on her disease condition 
d) It will hasten the progression of her disease 
e) Itwill get worse but will reverse after pregnancy 
Answer: e 


77) Man, who is known coronary artery disease patient is diagnosed with diabetes 
What will be the choice for controlling his diabetes? 


a) Short acting insulin 
b) Long acting insulin 
c) Sulfonylurea 

d) Bigunide 


'e Questions 


es and , Was on total parenteral 


half of body and both le s. Wh i reason? 
g at is the 


Icemia 
glycemia 
phosphatemia 


ions associated with TPN include: 
ion and electrolyte Imbalances 
osis (blood clots) 

cemia (high blood sugars) 

mia (low blood sugars) 


wr 
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icant weight loss. Neck stiffness Was 


132 S 
fever, signif 100, Lymphocytes 80% Suga, 


i i toms, 
an Patien E was normal. CSF: Cells 
40, Proteins 60, ESR was 60 
Diagnosis ... 

a) TBM 

b) Viral Meningitis 

c) Fungal meningitis 
Answer: a 


a sulfonylurea, well control 


82) A diabetic, admitted with acute MI. He was on on? 


diabetes with HBA1c 6.8%. Creatinine is 4.5. Now what should be g 
a) Continue with the same sulfonylurea 
b) Insulin 
c) Pioglitazone 
d) Metformin. 
Answer: b 


83) A young lady with mass on USG in liver, with no symptoms and normal 
examination 

a) HCC 

b) nodular hyperplasia 

c) hemangioma $ 

d) cyst 
Answer: c 


84) Patient on MDR therapy develops skin tanning 
BP 90/70, No postural drop, BSR 80 mg/dl 

a) Drug reaction 

b) Disseminated TB 

c) Addison 
Answer: c 


85) Pregnant lady in 3rd trimester with Signs and symptoms of anemia. Labs show 
HB 6.5, normocytic normochromic anemia with few target cells. 


Diagnosis ^ 


a) Thalassemia intermedia 
b) IDA 
C)--Folic acid deficiency 


B 12 deficiency 2» ۱ 


-— 


rin induced skin necrosi 
€ deficiency 
bin III deficiency 
S deficiency 

ictor v deficiency 


$ occurs in 


rin necrosis usually OCCurs three to fj 


EA igh initial 

anda à Bike wereases the risk of its development. Heparin-induced 
p at sites of local injection and - when infused 

ously - in a widespread pattern à 


ve days after drug therapy is begun, 


in's initial stages of action, inhibition of protein i 
than inhibition of the other vitamin Kdependen و‎ RED Mic Il 
d X. This results from the fact that these proteins have different half-lives: 
0 six hours for factor VII and eight hours for protein C, versus one day for 
IX, two days for factor X and two to five days for factor II. The larger the 
ial dose of vitamin K-antagonist, the more pronounced these differences are. 
gulation factor imbalance leads to paradoxical activation of coagulation, 
in a hypercoagulable state and thrombosis. The blood clots interrupt 
od supply to the skin, causing necrosis. Protein C is an innate 
oag and as warfarin further decreases protein C levels, it can lead to 
sive thrombosis with necrosis and gangrene of limbs. J 
proth me (or international normalized ratio, INR) used to test 
Jn ھ032‎ highly voisin on factor VII, which explains why — —— 
have a therapeutic INR (indicating good anticoagulant effect) but still | 
coagulable state. $ : , 
: in necrosis occurs in patients with an unde , 
of cases, m deficiency of protein C. The condition is 
d * nol tion in infants with sepsis (blood stream i 
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134 
c) CXR | 
d) 4 MRI | 
Answer: a 1 
with right knee pain. OJE no signs of 


ive man 
88) 30 years sexually active Aspirated showing WBC 


inflammation but having effusion. 
30000 
Diagnosis 
a) Reactive arthritis 
b) Gonococcal arthritis 
c) OA 
d) Gout 
Answer: b 


89) 40 years old Patient smoker with cough, dyspnea and low BP low pulse. AEG: 
show PCO2 55, PH 7.25, Bicarbonate 12, CI 112. Na 131. 
Diagnosis i 
a. Respiratory acidosis with metabolic alkalosis 
b. Respiratory acidosis with metabolic acidosis 
c. Respiratory alkalosis with metabolic acidosis 
d. Respiratory acidosis with respiratory alkalosis 
Answer: b 


90) 3) A young lady in second trimester of pregnancy presented with complains o 
polyuría and polydipsia, her fasting blood sugar level is 116mg/dl. The most 
appropriate test for diagnosis 

a) Fasting BSL 

b) OGTT 

c) Random BSL 

d) Past prandial BSL 
Answer: OGTT 


91) Patient with inferior wall MI received SK 00/70. | 
Best initial treatment” ai = 04 
a. Atropine 
b. Temporary pace maker » 
€. Cardioversion 
Answer: à 


g swelling, ab ET 
^ t 
» abdominal distant’ remission 
sion and faciaj ty naan 
unamide, 


ent with pa 
350(some valu 
irubin was 5. Al 


Ss 
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97) Most important pre' 
Options 

a) Pulse « 100 , 

b) RR« 16 

c) bp > 100 systolic 

d) urine output 
Answer: C 


dictor of successful resuscitation 


98) Obese lady with recurrent UTI what will you do next 
1. Urine culture 
2.FBS 
3. HBA1C 
4. USG abdomen 7 
Answer: a 


99) Patient with AIDS with CD4 count 50. Most common organism causing 
meningitis 

a. Cryptococcus 

b. CMV 

c. Toxoplasmosis 

d. Staph Aureus 
Answer: a 


) 


100) Few drops of blood at the end of micturition. What is best investigation? 


. a) Cystoscopy 

b) IVU 

c) Renal biopsy 
Answer. a 


101) Young boy with Cough, fever and recur 
Diagnosis 

a. CSS 

b. Alport's 

c. WG 

d. Good pasture 
Answer. d 


z Goodpasture syndrome is an eponym that | ٦ > ini 
entity of diffuse pulmonary eei E. acute OR bete clinica! 


rent hematuria, 


MLM 


oice Questions 


: ifestati 
renal disease alone. and تو‎ of pulmonary and renal disease, 20-40% 
, ess than 1075 have disease that is limited.to the 


include the following: 


tutional symptoms (eg if (el nd f r, arth may precede or 
r , malaise, chills and feve al 

x , A ralgias y 
op concurrently with pulmonary or renal manifestations 


Xtysis is the presenting symptom when the diseas: d 
^ ] e affects the lungs. The 

hemoptysis may vary and, in a small percentage of patients, may be: - 

Other pulmonary symptoms include cough, dyspnea, and shortness of 


pulmonary hemorrhage leading to respiratory failure may occur 
ain is present in less than half of the patients 
anifestations include hematuria, edema, high blood pressure and 


i Imonary bleeding 


ith fever and headache and malaise. CBC shows HB 10, TLC 14000 
s 150000. His APTT was 50. Diagnosis 


E 
a 


+٦ 
Y 


onary nodule 4.5 cm in size and popcorn like app 


previous X ray 
choscopy 


Sf 
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2 tment presented with signs and 


z emission by trea 
with CLL on رپ وم ا‎ Splenomegaly. 


tes and 
0000, P- smear show Spherocy : 
2 MCV was also raised. Cause of anemia 


Grigg 


1) Cate 
symptoms of anemia. US 
HB 8, Low platelets and WBS 
polychromsia. Retic was raise 
a. HS 
b. Autoimmune Hemolytic anemia 
c. Hypersplenism 

Answer b 


105) Patient with dysphagia and barium shows birds beak appearance. 
Next most appropriate investigation 

a. Manometry 

b. 24-hour PH 

c. Motility studies 

d. Endoscopy 
Answer: a 


o 


106) Patient with three days history of high fever with rigors and took Chloroquine 
but no response. Was in coma. 


Treatment 
a. IV quinine 
b. IV Ceftriaxone 
c. IV benzyl penicillin 
d. IV antifungal 
Answer a 


107) Lady after tooth extraction presented with i 
raised, Diagnosis Eu dog, Euer 


a. Van Willi brand's 
b. Hemophilia 
'€. DIC 


Answer a 


108) Player in sport à 
What SEs decia 2 became uncon His friend tells he was having DN. 


a. Hyperglycemia ۱ 4 p 
b. Hypoglycemia 
€. Hypotension 
Ansv.er. b 0 


— M SN اس شر‎ 
Questions 


139 
age female with 


r all labs normal inci 

s low. DEXA scan Showed Decaan "inis 
te 

E. and Vit D Supplements 


supplements . 


9 Alkaline phosphatase, But 
© density. Treatment 


with arthritis of right knee and left ankle. O/E effusion of right knee. 
shows WBCs 100 and Crystals which are positive for Bifrenget. 
ing Diagnosis? 


associated with Hemochromatosis 


it with anemia and Splenomegaly. 


wur 


> Cataract 
* Adrenal hyperplasia 


rome type 2 is an autoimmune disorder that affeci. 
Autoimmune polyglanduter ane) ands tis characterized by the presence of 
کا‎ iisease along with autoimmune thyroid disease and/or type 1 diabetes 
oy ais may also have problems with other endocrine glands and other 
vis, and Celiac diseas, 


fected ind 
affected ۱۷۵٤ 


f n henia gra 
-ommon features include primary hypogonadism, myast 
toimmune polyglandular syndrome type 2 is diagnosed in adulthood, typically aroung 


Auto 


ne 0 " 
age 30 > i 


113) Commbnest bug to cause sepsis in asplenic patient 
a. Stept pneumoniae 
b. H influenzae type B 
c. P falciparum 

Answer: C 


+ Fulminant. potentially life-threatening infection is a major long-term risk after 
splenectomy or in persons who are functionally hyposplenic as a result of 
various systemic conditions. Most of these infections are caused by : 
encapsulated organisms such as pneumococci, Haemophilus influenzae and 
meningococci 


414) A patient presented with stroke Adam syndrome, the most likely cause is? 
a) Syncope j 
b) Higher degree AV block 
c) Paroxysmal tachycardia 
d) Ventricular fibrillation 
Answer. b . 


115) A patient presented with right ventricular hypertrophy plus absent lung 
marking in periphery of lungs, the most likely cause is 


a) Pulmonary stenosis 
b) Mitral stenosis 
c) COPD 


d) Tricuspid regurgitation 
Answer A 


116) Most common presentation of mitral stenosis? 
a) Palpitation 
b) Dyspnea 


M i Ag 


0۱0/09 Questions 
3 6) Syncope 
d) Hemoptysis 


Jost commonly invo. 

F a) Ben Ved valve In cateific ation is 
b) Tricuspid 
1 €) Aortic 

d) Pulmonary 


minent à wave is seen in? 

a) Tricuspid regurgitation 
b) Tricuspid stenosis 

| 6) Pulmonary hypertension 


5 
Ld 
S 


VW‏ ]ہہب 


tient with inferior wall MI BP 70/50, HR 28/mint. Management? 
a) IV adrenaline 

) IV atropine 

IV Normal saline 

-d) IV thrombolytic 


neous emphysema, absent broath sounds 


with H/O trauma, subcuta 
diagnosis? 


‘chest, BP 80 systolic what I 
) Pleural effusion 

fension pneumothorax 7 
dial offusion 


mm a 


ibolism will prosent with ag 


= 


Be ہے ہر‎ DA POC AY AEP AE ات‎ » 
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132 pes CE 
Clinical signs/symptoms of DVT 

PE is most likely diagnosis 3 
Tachycardie (7100 bpm) 1.5 
Immobilization/surgery in previous 4 weeks j 5 
E Prior DVT/PE 15 
Hemoptysis 1 

1 


Active malignancy (trt w/in 6 month) 


Low Risk Intermediate rísk High risk 
<2 points. 2-6 points >6 points 
PE unlikely PE Likely 
0-4 points >4 points 


122) A patient with pulseless VT, immediate management step will be? 
a) A single DC cardio version . 
b) A Amiodarone bolus 
€) Three consecutive dc cardio version can be done before drug 
d) Over drive pacing . 
Answer a 


123) A patient (factory worker) with recurrent SOB frequent i 

" 3 , cough episodes, 
0 secretion TLC was raised, with decreased PCO2 and esed residual 
volume 


a) Emphysema 
b) COPD 
c) Chronic bronchitis 
d) Pulmonary edema 
Answer c 
124j A patient 45 years of a i 
SOB X rays showing Binterstital alveolar shade a — 
a) Histoplasmosis ; 


تپ مس 


irovecii pneumonia | 


ig s the 
with AIDS. Pneumoc Fhe most 


: comme , 

YSUS pneumonia ma OPportunistic infe 1 

ymptoms-fever, cough, ang shortness d be difficult to ا‎ meti s | 
x S of breath. ٠ | 

lppoxemia may be severe are nonspecif | 
: e With a PO» less than 60 aie | 
gnosis’is the chest radio mm Hg. The cornerstone of Í 


raph. Di 
racteristic, but only DUM Nie Or peri 
his finding. Normal chest r Patients with 


X adiogra 
eumocystis pneumonia, while پا‎ a 


hilar infiltrates arc most 
Pneumocystis pneumonia have 
n 5 - 1 0% of patients with | 


uction is performed by having patients inhale an aerosolized solution of 3% 

ine produced by an ultrasonic nebulizer. 
the next step for patients with negative sputum examinations in whom 
suMOcystis pneumonia is still suspected should be bronchoalveolar lavage. 
technique establishes the diagnosis in over 95% of cases. 
on of serum lactate dehydrogenase occurs in 95% of cases of 
ocystis pneumonia, but the specificity of this finding is at best 75%. 

n T i iti -cific test for Pneumocystis 

eta-glucan test is more sensitive and spe-cific 
E. bared with serum lactate dena and maa dp 
1 : ds) à 8 

, -when used in the appropriate clinical setting. Eith 

E of carbon monoxide (DLco) or a high-resolution CT scan of the 


that demonstrates no interstitial lung disease WAS the diagnosis of 


; i unlikely. 
stis pneumonia very than 250 cells/meL within 2 months prior to 


; eater Y 
hot CD ratory symptoms makes a diagnosis of S 
pe ole is the preferred treatment of Pneumocystis — 


prim-sulfamethoxaz' Pneumocystis treatment, ٥٥٥٥۶ ٥اک‎ 


f patients 


of the sta 


ied as early 
ed as twice 


| ميم‎ "P ee, "EDD ضے بح ھپ‎ E 
|^ 
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144 Seri, 
s 11-21 (for patients who cannot take oral medication 


e can be substituted at 75% of the dose) The 
umed to be a decrease in alveolar 


20 mg daily for day: 
intravenous methylprednisolon 
mechanism of action is pres 
inflammation 


125) A patient on inhaled steroids and beta agonists, presented with hoarse voice 
diagnosis? 

a) Hypothyroidism 

b) Steroid induced 

c) 22 agonist induce 
Answer: b 


126) A 14 year of boy presented with SOB after exercise with Peak flow rate of 220 
(max 280). Diagnosis? 

£ a) COPD ; 

| b) Valvular heart disease 

y c) Exercise induced asthma 


Answer. c 
~ Peak expiratory flow (PEF) meters are handheld devices designed as personal 
monitoring tools. PEF monitoring can establish peak flow variability, quantify 
asthma severity, and provide both patient and clinician with objective 
f measurements on which to base treatment decisions. 
i 7 There are conflicting data about whether measuring PEF improves asthma 
H outcomes, but doing so is recommended to help confirm the diagnosis of asthma 
۱ to improve asthma control in patients with poor perception of airflow obstruction 
| end to identify environmental and occupational causes of symptoms 
| ~ Predicted values for PEF vary with age, height, and gender but are poorly 
standardized. Comparison with reference values is less helpful than comparison 
with the patient's own baseline. PEF shows diurnal variation. It is generally 
lowest on first awakening and highest several hours before the midpoint of the 
| waking day. ; : * 
~ PEF should be measured in the morning before the administration of a 
bronchodilator and in the afternoon after taking a bronchodilator. 
~ A20% change in PEF values from morning to afternoon or from day to day 


Suggests inadequately controlled asthma. PEF values less than 200 L/min 
indicate severe airflow obstruction. 


1 A patient is diagnoses as having ARDS. Pathophysiology of cause of edema 
5 j 

a) Capillary leakage i 

b) Increased hydrostatic pressure 


b) Absent chest crepts 
c) Des BP 
PCWP 


or atelectasis); origin اہ‎ 
and severity based o 


FiO» <100) 


ith H/O recurrent fall 
ble apical impulse, 
ography 

monitoring 


S 
ocardiography 


s. HO MI E 


investigation to make diagnosis? 


re (CPAP). n the PaO,/FiO, ratio on 5 cm of continuous positive 


ies are mild (PaO;/FiO; 200-300), moderate (PaO;/FiO; 100-200), and 


ient with microalbuminuria. Drug to control hypertension? 


` 


CG showing ST elevation in leads 


کی ہی سے پھر جو Pe‏ 


Answer. b 
132) An ERCP of a patient was done. After that presented with pain epigastrium 
the most likely cause? 

a) Acid peptic diseasc 

b) Acute pancreatitis 


c) Acute cholecystitis 


Answer b 7 i E 
Pancreatitis occurring after endoscopic retrograde Cr olangiopancreatography 
(ERCP) is probably the third most common type (accounting for approximate), 


4% of cases) after biliary tract diseases and alcoho! 
_ Whereas retrospective surveys indicate that the risk is only 1% prospective 
studies have shown the risk to be at least 5% 
“ERCP acute pancreatitis is increased if the endoscopist is 
if the patient is thought to have sphincter of Oddi dysfunction, o 


- The rısk of pe 
inexperiences 
manometry is performed on the sphincter of Oddi 

Aggressive pre-intervention intravenous (IV) hydration has been durably 
shown to prevent póst-ERCP pancreatitis in randomized studies. More 
recently. rectal indomethacin has been employed, it has been shown to reduce 
the incidence of post-ERCP pancreatitis and is now widely accepted at most 
institutions. The literature continues to debate the role of rectal indomethacin. 


133) A patient with bad odor floating diarrhea for last 3 months. Cause? 
a) Coeliac disease 
b) CAcolon 
c) Adenoma 

Answer: a 

Small bowel diarrhea is large volume, foul smelling and difficult to flush 


134) A patient with Celiac and malabsorption has which investigation normal? 
a) Terminal ileum biopsy 
b) Jejunal aspirate à i 
c) Barium Enema 

Answer: a 


135) Claw sign is seen in which investigation? 
a) Barium follow through 
b) Xrays abdomen 
c) IV pyelography 
d) Barium enema 


phic appearance of |, intus 
shouldering effect SSUSCeption jg 
and coiled. variously descrip, i 
SPring pattern ed as a claw sign. 


b Celica disease 
c) CA colon 


ng patient with deran 
a) Chronic hepatitis 
Wilson disease 

) Hepatic encephalopathy 
| Hepatic encephalopathy 


ged LFTs Presented with gait problem. Diagnosis? 


er Gl endoscopy 
en scan 
marrow aspirate 


metabolic acidosis? 
ketoacidosis 
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b) Dec Ph., Inc. PCO2, Inc. HCO3 | 
c) Inc. Ph., Inc. PCO2, Inc.HCO3 : 
d) Inc. Ph., Inc. PCO2, Dec HCO3 | 
Answer: a : 


142) Papillary necrosis most commonly occurs in? 
a) ATN 
b) Diabetes 
c) Interstitial nephritis 

Answer: a 


142) A patient with peripheral decreased sensation and tendon reflexes. Most 
common cause is? 

a) Diabetes 

b) Lambert-Eaton syndrome 

c) GB syndrome 
Answer: a 


143) A Su years old man type 2 DM presented with diplopia. Best management 
step is? 

a) Insulin 

b) Good glycemic control 

c) Surgery 

d) Counseling 
Answer: b 


144) A type 1 DM patient giving H/O erectile dysfuncti ing 
erection. Management Step? y 1 Ihnen" 


a) Strict glycemic control 
b) Psychiatric referral 
C) Erection improving devices 
d) Sildenafil 
Answer. a 


145) A patient with ataxia, vomiting righ à 1 
and contra lateral loss of و ل2‎ EO 


` a) Cerebellar stroke 
b) PICA syndrome 


nt 36-year-old with h/o vision disturbance now presented with h/o 
at is likely diagnosis? 


old chiary malformation 
Multiple sclerosis 


editary sensory motor neuropathy 


i avis 
tients develop my asthenia yr A 
pal 


» 7 
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151) A 21 years epileptic pati 
presented with fits, Investigation? 


a) Phenytoin level 
b) BSF 

c) CT scan brain 

d) Lumber puncture 


ent previously well controlled on phenytoin, 


Answer a 


162) A young girl presented with fits. According to her mother she has these sing, 
childhood, She also has cutaneous manifestation? 

a) Glial nodule 

b) Cafe au lait spots 

€) Adenoma sebaceum 
Answer c 


153) A patient presented 24 hours after weakness in one half of body. CT scan 
ruled out hemorrhage. What to do next? 

a) IV fluids 

b) Antiplatelet therapy 

c) Thrombolytic 

d) Heparin 
Answer b 


154) A patient took ATT for TBM, his fever settled in 3 weeks, now presented with 
decrease cognition. Diagnosis? 


a) Hydrocephalous 
b) Drug effect 
, €) Brain tumor 
Answer: a 


155) Drug causing hyperuricemia? 
a) High dose aspirin 
b) Low dose aspirin 
c) Both 

Answer. b 


155) A bed rid 
ا‎ den patient presented with SOB and died suddenly. What is likely 
a) Pulmonary ambollam 


b) Stroke: 
= A 


1ایا 0 


c) Septicemia 1 
j) Infection تہ‎ — 


| Factor VIII deficiency 


E epistaxis with increase APTT an 


Factor VIII deficiency 
on Willi brand disease 
C deficiency 


d bleeding time Increased 15 


presents in OPD with history early morning shoulders 
hes and weakness. On investigations ESR is 85. Diagnosis? 


iylosing spondylitis 
yalgia rheumatic 


;auses deficiency of? 


152 5 


ETN I a 
+ Felty's syndrome, also called Felty syndrome. (FS) is PERO pi 
disease characterized by the triad of rheumatoid arthritis, splenomega! 


neutropenia 


161) “CREST Syndrome” stands for all except? 
a) Calcinosis 
b) Telangiectasia 
c) Sclerodactyly 
d) GERD 
e) Raynaud 's phenomenon 
Answer: d 


162) Primary antiphospholipid antibody syndrome has all the features except 
a) Arterial thrombosis 
b) Venous thrombosis 
c) Migraine 
d) Recurrent abortions 
e) SLE features 
Answer: e 


163) Which of the following is not features of IBS. 
a) Bleeding with stools 
b) Alternating bowl habits . 
c) Abdominal pain x 
d) Pain relieved after passing stool 
Answer a 


164) Typhoid H antigen signify 
a) Acute infection 
b) Convalescent phase 
C) Acute on chronic 
d) Previous infection 
Answer: a ; 
165) AII of the following can happen with insulin except. 
i a) Lipodystrophy ۴ es 
b) Weight loss 
c) Weight gain 
Answer: b ۰ 
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male patient مل‎ 
Present, - i 
j' Angiography normal a With کا‎ 
a) Chest x r. - What will pon tional 
ay best appro angina after walki 153 
Priate j ing about 100 


b) CT thora 
orax nvestigation? 


c) Stress testing 


a) Pericarditi 4 

: ads. What i 

a) Pe hat is your diagnosis? 
¢) Angina 


nt presented wi l 
ith sudd 
apex beat. W en SOB and rais 
hat will be the immediate sed CHT nome heart eum 
step 


a) Perjcardial 

4 paracentesi 
| b) Heparin IV sis 
€) Diuretics ME 


t pres i i 

E ciis ا‎ e B12 deficiency confirmed. What 
4 mgnth 

3 months 

1 years 

Life long 


ally treated with parenteral therapy. 


deficiency are usu 
100 mcg of Vitamin B42 are SAY 
تا‎ S 


nts with vitamin B42 
tions of 


scular or subcutaneous injec 
e for each dose” 


„ement is usually given daily fo 
» monthly for whole fife. The,v' 


rst week, weekly for 
iency will recu 


r the fi 
itamin defic 


e their therapy- Mon 
| icobalamin (1 mg/day 
n a rrection of the defic 
yen in pernicious 


ective, eve : 
dose is absorbed in the intestini 
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» )ا‎ must be continued indefinitely and serum vitarnin B47 levels must be 
monitored to eneure adéquate replacement, For patients with neurologic 
symptoms caused by vitamin B47 deficiency, long-term parenteral vitarnin By, 
therapy is prudent Because many patients are concurrently folic acid deficier 
from intestinal mucosal atrophy, simultaneous folic acid replacement (| rng sai 
ie recommended for the first several months of vitamin B44 replacement í 
A brisk reticulocytosie occurs in 5-7 days, and the hematologic picture 
in 2 months. Central nervous system symptoms and signs ars 
- reversible if they are of relatively short duration (less than 6 months) c; 
are likely permanent if of longer duration, Red blood cell transfusions are rare, 


needed despite the severity of anemia, but when given, diuretics are also 
to avoid heart failure because this anemia develops slowly and 


fi 
the plasma volume is increased. 


^ 


170) ^ patient presented with h/o fits on one side of body then loss of 
consciousness, What will be initial investigation of choice? 


a) FEG 

b) CT brain 

c) 6 
Answer. b 


171) Amyloidosis cause all the following except 
a) Diarrhea’ ۲ 
b) Macroglossia 2 M 
€) Neuropathy ] میں ا‎ 


atient is diagnoseg 
: wi 

cs, aspiration by needle mea of 

ck 


Right lun 


a 
loculateg nd is not 


pus. Wh responding to 


a) Repeated nee at is next treatment 


dle aspirati 
b) Chest tube drainage ^ n 
C) Aggressive antibiotics 


ea and weight loss now left 
sid 
B Hyper Parathyroidien led renal stone. Cause? 
- b). Crohn disease 
.C) Ulcerative Colitis 


ommon tumor causin 
i) Pituitary adenoma 
b) Ectopic ACTH from bronchogenic CA 
c) Adrenal carcinoma 


g Cushing syndrome. 


ith hi . His mother 
3 ld boy presented with history of exertional dyspnea. Hi 
Op E Paan position. On examination there is systolic murmur at left 


What is most likely diagnosis? 
Aortic stenosis 

) VSD of pulmonary HTN 
Fallot tetralogy 
Transposition of great west 
DA : 
common congenital heart disorders, 


ction (RVOTO) (infundibular ہے‎ 
outflow tract be dextroposiion, and RV hypartrophy 


Pe RR TE — m c BERG ECC RUND 
Cyanosis of the lips and nail bed is usually pronounced at birth 
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After age 3-6 months, the fingers and toes show clubbing 

A systolic thrill is usually present anteriorly along the left sternal border 

A harsh systolic ejection murmur (SEM) is heard over the PUlMONIG area and joy 
sternal border. - " , 

During cyanotic episodes, murmurs may disappear 

In individuals with aortopulmonary collaterals, continuous murmurs inay be 
auscultated 


The following may also be noted 


RV predominance on palpation 

A bulging left hemithorax 

Aortic ejection click 

Squatting position (compensatory mechanism) 
Scoliosis (common) 

Retinal engorgement 

Hemoptysis 


178) Middle age man presented in ER with sudden severe right knee swelling rod 
hot tender cause 


Answer. a 


179) Test helpful in antiphospholipid antibody 
Ux 


a) Gout i 1 
b) Pseudo gout ny 2 
c) OA å 


a) PT 


or Idiopathic hemochr, 

om i T 
a) Serum ferritin 989515 best test cin 
b) Liver biopsy 
€) Transferrin Satu 
d) HFE gene 


ration 


c 
7 testing or liver biopsy to avoid the complications of 


believed to be the criterion standard for 


osis of hereditary hemochromatosis until testing of the HFE gene was 


suring Serum iron has no value in the diagnosis, but measuring transferrin 

ation is necessary. Serum abnormalities of iron metabolism can be seen in 

of patients with alcoholic liver disease, NASH, or chronic viral hepatitis. 
abnormalities comprise an increased ferritin level, which is sometimes 
mpanied with elevated transferrin suain دس‎ iron ا‎ on » 
could ightly elevated, but the level of in patients 
ochro deg is ae higher. Patients with chronic hepatitis C virus fectior 
V) who do not respond to interferon therapy usually have higher HIC than ۔‎ 


measures of 0 کت‎ 1 
interes dies are focusing on the role of com 
(CT) سو مسر‎ magnetic resonance imaging 

of total i stores. : 
7 کر‎ may provide a quick and 
of tolerance for p 


à 


of noninvasive 


اج 
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183) Smoker with pleural effusion and raised diaphragm. Which test should be | 
performed? | 

a) Bronchoscopy with biopsy 

b) Trans bronchial biopsy 

c) CT scan chest 
Answer: C 
CT scan should be performed first before bronchoscopy with biopsy 


184) A 20 years o!d male presented in medical OPD with low backache in morning 
relieved by movements. What is likely diagnosis? 

a) Ankylosing spondylitis 

b) Lumbar canal stenosis 

c) Disc prolapse 
Answer: c 


185) A young lady has h/o repeated attack of nocturnal fits for the last one month, 
when investigated her fasting BSL on consecutive 3 days were 4 mmol/l , 6 mmol/l 
and 4.5 mmol/l. Her C-Peptide levels were found 2.5 mmol. The most appropriate 
diagnosis is 

DN 4 4 ^ 

a) Insulinomá 

b) Glucagonoma 

c) Self administration of insulin 
Answer: INSULINOMA 


186) Patient having GERD presented to OPD, investigation of choice 
a) 24 Hours Intra-Luminal PH monitoring 

b) manometry 

c) endoscopy 

d) barium swallow 

Answer: a 


187) 30 years old male patient with shoulder tip pain. on examination there is 


wasting of small muscles of hand and patient is cachexic. What is diagnosis? 
a) Pancoast Tumor : 


b) carpal tunnel syndrome 
C)cholecystitis 


d) upward shoulder dislocation 
Answera ` > 


” APancoast tumor is a tumor of the pulmonary aj eg 
I pex. It is a type of lung can 
defined primarily by its location situated at the top end of either the right or 


left lung. It typically spreads to nearb: lissues such as the ri vertebrae. 
Most Pancoast tumors are hon mE cancers. e 


| 
i 
] 
| 


ecurrent la li J subclavian 
characteristically compressor ngeal nerve . va nerve. or, 


of a sympathetic 
thetic aanglio 
€ Of symptoms نان ساسح‎ superior لی‎ 


b) Erythema induratum 

c) Dermatitis herpetiformis 
d) Erythema marginatum 
Answer. a 


190) Male patient, known alcohoii 

What is your clinical Hace? gere 
a) GERD 

b) Cholecystitis 

¢) Acute Pancreatitis 

d) Peptic ulcer 

Answer: c 


191) Which condition has least side effect on fetus? 
a) 


ia x 
Men 
4) uncontrolled maternal diabetes mellitus 
Answer: b 
the >. 


` 192) Patient taking desmopressin for cranial Diabetes Insipidus. What is 
[ cation? E : 


mer t D 


ps acute epigastric pain & vomiting. 
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| 194) Transmission of HIV commonly occur in 
| a) Homosexual 
| b) Blood Products 

c) Maternal to fetus 
| d) needle stick injury 
| Answer: a 


195) Cardiac complication in cystic fibrosis 

a) pericarditis | 

b) COR-Pulmonale f | 
- c) infective endocarditis | 

d) myocarditis 

Answer: b 


a) USG abdomen and pelvis i 

b) Buccal Smear 

c) Blood androgen levels 

d) serum FSH And LH levels 

Answer: b | 


196) Patient suspected of klinefelter syndrome. Test you will do | 
| 
| 

d 


197) Tendon Xanthomas are seen in 
a) Hypertriglyceridemia 

b) Type Il Hypercholesterolemia 

c) Hypolipoproteinemia's 

d) Abeta lipoproteinemia 

Answer: b 


198) If serum Haptoglobin are at undetectable levels than patient is having 
a) extravascular hemolysis : 

b) Intravascular Hemolysis 

c) sickle cell disease x 

d) thalassemia 

Answer b 


199) Young male patient with sudden onset of chest pain & shortness of breath 


with no history of smoki i i 
EN imd ing, hypertension or diabetes mellitus. What will be first 


a) ECG 
b) CXR-PA view 
c) ECHO à 
d) ETT 
Answer. b 


200) What is Most well 


d 
a) ren ocumented side effect of Busulphan? 


iple Choice Questions A ےڈ‎ 
: " 
pj Pulmonary Fibrosis 
gj Hemorrhagic Cystitis 
g Gingival hyperplasia 161 


power: b 


t commo i oidosis 
nly involved Organ in Amyloid ? 
Mos yloi i 


ultiple Myeloma; DE 
4 cod a; Investigation Of choice is: 
Protein Electrophoresis 
y skull 


Criteria : 
ma is defined as smoldering (asymptomatic) or active (symptomatic). 
‘smoldering multiple myeloma are as follows d 
protein in serum: IgG 23 g/dL, IgA >1 g/dL or z 
-Jones protein >1 g/24h and/or 
marrow clonal plasma cells 210% 
d using the CRAB criteria (hyperCalcemia, - 
n damage, as follows اوت‎ 


ol/L or more) 


L «normal («12.5 mmol/L«normal) 


>i) <a 
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204) Which investigation Is most appropriate to confirm Sarcoidosis? 


a) S. ACE levels 

b) CXR-PAV 

c) Lymph node biópsy 
d) serum calcium 
Answer: C 


205) 54 years old male nonsmoker bank employee has pleural effusion on CXR. 
PAV. Which of the following will cause Transudate effusion? 

a) Tuberculosis 

b) Nephrotic Syndrome 

c) Pneumonia 

d) Pulmonary embolism 

Answer: B 


206) A person taking ATT therapy for 4 months is now presented with painful, red 
swollen left big toe after heavy manual work. Which of.the following ATT will 
precipitate Gout? X 

a) INH 

b) PZA 

c) RIF 

d) Streptomycin 

Answer: b 

The precise relationship of hyperuricemia to gouty arthritis is still obscure, since chronic 
hyperuricemia is found in people who never develop gout or uric acid stones. 

Rapid fluctuations in serum urate levels, either increasing or decreasing, are important 
factors in precipitating acute gout. The mechaanism of the late, chronic stage of gouty 
arthritis is better understood. This is characterized pathologically hy tophaceous invasion 
of the articular and periarticular tissues, with structural derangement and secondary 
degeneration (osteoarthritis) . 


207) Regarding obesity, following is incorrect: 
a) it is associated with sedentary life style 

b) 1 risk of DM & IHD 

C) If BMI is > 20, it is considered obesity-I 

d) bariatric surgery is used for morbid obesity 
Answer: c 


202) What is true about sub-acute combined Degeneration of spinal cord? 
a) CSF-analysis is diagnostic 

b) Neurological signs precede blood changes 

c) Gray water is involved more than white 

d) Sense of vibration is un-impaired 

Answer: b 
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olism 
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A and di 
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tis most |j days after th 162 
Ikely diagnosigy ° Autopsy showed 


ry 
ouse Friderichsen Syndrome 


old female has history of f 
E. a ; all 2 da 
Rui. ac diagnosis? YS ago. Now, she presented with 
I Hematoma 
al hematoma ` 
alitis 


starting anti-epileptic dru 
dose & titrate zh ات‎ 
tion of 2 or more 
g with lowest dose & titrate up 
gs first and then shift to oral 


lize a bleeding site in gastrointestinal tract, most reliable test is 


7 


led Scan 


shi i i ly injecting 
ap ng scans are performed by intravenous c 
E Ct cells, sulfur colloid) tagged with iim is (eg. : 
-99m) and acquiring images for em p = xd Eo : 
iti -D planar images ۱۷۵ S c 7 
E E سر‎ 2 0 which, over time, will change in position 
85 " 

‘ ristalsis. E n iv to detect bleeding < 
e of this examination iS " v. b میں‎ im 
0.1 mL/min, as compared (o Û û; of 93% and 95%. res . 
tive and specific. wit ropa Polen preparation is 

is noninvasive, and nS © di es are 
jt ie moniy examinations. its disadvantag 


active bleeding. 


palpable $ 


in, He has 
: pdominal pal 
ret iai likely diagnosis 
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c) Sickle cell anemia 
d) Leukemia 

Answer: b 


214) How will you confirm iron deficiency Anemia? 


a) S. Fe 

b) peripheral smear 

c) TIBC 

d) S. Ferritin < 100 ۱ 

e) Transferrin Saturation « 20 
Answer: e 


days after LCS, 34 years old female presented with sudden onset of ۱ 
pci a aig & ا‎ If PE is suspected, what investigation You will 
do? 

a) ABG 

b) CTPA 

c) V/Q Scan 
d) CXR - PAV 
Answer: b 


216) Patient having TIA what investigation you will do? 
a) Echocardiography 

b) Carotid Doppler 

c) CT scan brain 

d) Fundoscopy 

Answer: c 


217) What is the Treatment Of choice in Polymyalgia Rheumatica? 
a) cyclophosphamide 

b) IV Immunoglobulins 

c) Corticosteroids 


d) Aspirin 
Hb:9.0Gm/d | — 
176 * 10? 
Mediastinal Mass 
Answer: c 


218) 24 Years. Old laborer re 
Miei ia presents with fever & weight loss, 
a) ALL 

b)Lymphoma 

c)CML 

d)Tuberculosis 

Answer: a 


| 
|| 
| 
| 


a Choice Questions 27 s 
cpm Gina | [| 
1 len diagnosis o ت‎ 
nted with worseni ACA 85 taking A 
e 
^ ing of symptom a” ‘ king Antacids treatm 2 
: she ent. 


oss. To proceed which 


for hyperthyroidism in 
xine Index pregnancy | 


romocytoma is not associated wi 
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ppel Lindau syndrome i 


to control Ca’ PO, productis — . 
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106. Diagnosis? 
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298) Initial test for DVT = Screening و‎ 
8) Venography 

b) Doppler USG 

t} Angiography 

d) €T anglogram 

Answer. b 


298) Patient has Anaphylactic shock. Immediate treatment is 
4) oral adrenaline 

b) VV Adrenaline 

t) hydrocortisone 

d) antihistamine 

Answer: b 


227) What is the correct regarding Leprosy? 
a) Tuberculosis is more infective than leprosy 
b) Spread is by skin contact 

c) highly infectious disease 

d) spread by nasal droplets 

Answer: d + 4 


228) Most common skin manifestation in hyperthyroidism 
a) Acanthosis Nigricans 
b) Tendon Xanthomas 


c) Albpecia 
d) Erythema Multiform 
Answer: 6 d 


i 


229) A Laborer lifts rods for construction. He develops weakness of right Leg. 
What Investigation You will do? 

a) X-ray Cervical Spine 

b) Myelography 

6) MRI-Spine 

d) nerve conduction studies 

Answer: û 


230) Known Patient of Rheumatoid arthritis with progressive disease complaint 


i 
soma A climb stairs & comb hair, What investigation You will do? 


b) Anti COP-AB 
6) MRI Spine 

d) X ray spine 
Answer! a 


Tö rule out associated polym al 
it hh sama Sage TOH, سی یی‎ 


Z6 jS 


Im HA 


nt of Polymyositis sh 467 
P 0 
Diagnosis? wed raised Enzyme snaiye 
Sis. How will you 


opsy 


d Case of SLE Prese 
nts wit 1 
is most helpful to know tne Nundies, Which of the following 


nt with long-standing histo ; 
ry of Raynaud's, admitted with ۷ 
complaints of reflux & on examination has digital ا‎ 7 * 


naud's 

roderma 

tive tissue disorder 

ture in typhoid fever? 
^" z 

Lymphocytosis 


leukocytosis 


with Anemia. You will test for 
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236) In which of the following neuropathy is commonly seen? 
a) SLE 

b) Diabetes Mellitus 

c) Systemic sclerosis 

d) CRF 

Answer: b 


Lp NE نمس‎ , 


237) Diabetes & Recurrent dizziness 
a) TIAs ; 

b) Postural hypotension 

c) Meniere's disease 

d) cerebellopontine angle tumor 
Answer’ b 


238) Most common presenting complaint in PBC is 
a) jaundice 
b) Pruritus 
c) weight gain 
d) anemia 
Answer: b 
Signs and symptoms _ * : 
_ Of patients with PBC, 25% are incidentally diagnosed during à routine blood evaluator 
Symptoms of PBC include the following 
۰ Fatigue )659 of patients). The first reported symptom 
۰ Pruritus (55%) 
D Rightupper quadrant discomfort (B-1 7*4) 


Physical examination findings depend on the stage of the disease. In the early stages 


examination findings are normal, As the disease advances. the following signs may ê 
noted: “ 


* Hepatomegaly (25% 

Hyperpigmentation (2594) 

Splenomegaly (15%) 

Jaundice (1094) * 

Xanthomas and Xanthelasmas (1095). In lato stages of the disease 


Sicca syndrome (50-7596). Xerophthalmia (i dry mov" 
Kayser-Fleischer rings ا‎ rare) Soe Ste Pos (e. o 


n2. 2». 


: 
patent with advanced disease, the findings May include the following stigmata of 
* Spider nevi : 
* Palmar erythema 
* Ascites 


Temporal and proximal mu 
Peripheral edema pe: vis. m 


th) 
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ry Elliptocytosis Splenectomy is most helpful? 
ry Spherocytosis 
mia Major 


E Bee! binge attend emergency in shock. Cause is: 
'Weiss Tear 

increatitis 

dial infarction 


iol use is a major cause of acute pancreatitis (accounting for at least 
ofc At tfe cellular level, ethanol leads to intracellular accümulation of 
tive enzymes apg their premature activation 00+6. At thé ductal level. 

eases the permeability of ductules, allowing enzymes to reach the E 
\chyma and cause pancreatic damage. Ethanol increases the protein — 

nt of pancreatic juice and decreases bicarbonate levels and trypsin inhibitor 
ntrations. This leads to the formation of protein plugs that biock pancreatic 


i i i cohol ingestion is 
imonly, the disease develops in patients whose al 
over $445 years. Alcohólics are usually admitted with an acute 
ation of chronic pancreatitis. eere meye can 

i i binging habit, ۲ 
n a patient with a weekend A 2 2 poe beni Thee 
le rather than the exception for the 


who imbibes rou 
بت ا‎ ally accepted explanation for why certam 
te pal 


, there is no univers ncreatitis than other 


d to developing acu 


Bo - admitted with pilatera! thin walled cà 
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243) Most serious complication of Ulcerative colitis is 
A) Uveitis 

B) Selerosing Cholangitis 

6) Hepatitis 

D) Cirrhosis 

۸۶۷۷۰۰ b 

244) Patient returning frorn dialysis session needs urgent tooth extraction. Drug رہ‎ 
choice for preventing bleeding 

^j Protamine Sulfate 

B) Desmopressin 

C) Vitamin K 

D) Vitamin C 

Answer a 


245) fernale patient with history of PID presented with Right Knee joint Arthritis, 
A) Chlarmydial infection 

Bj Gonococcal Arthritis و‎ 

©) Seronegative spondyloarthritis 

D) Septic arthritis 

Answer d 


746) Known case of Rheumatoid arthritis, developed painful & swollen calf 
om Dep 


Popliteal Cyst‏ سد لم 


247) Cause of Respiratory Failure in PE? 
A) Hyperventilation 


E" frequency of Maintenance th 


ny - 171 
nerapy sho 


be based‏ انا 


" induction phase, Week| on serum 


kly phi 
g per phlebotomy (not to seg Phlebotomy ig 


Made, with p 
ent is controlled p 


Hood removal of 7 
per Phlebotomy) The efficacy of 
Ja 


asma once monthly until 


normal (300 Mg/L in men; 200 


Hemoglobin level must be 
is 12-13g/dL (120.4 
entration should be p 


, the Phlebotomy shoul 
between proce: í 
should be lower than 50 mc 


ST-Elevation in post.MI days. Test of choice? 


ography for LV-Aneurysm 


of Hemophilia. F-VIII Concentrate are not available ,then what should 


ino-8-D-arginine vasopressin 
i ssi log, or 1-deamino: MN 
P tesi tho treatment of chotep BIE میں‎ an 
E [7 
TT p pee peces FVIII levels. Other possible 
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rious adverse efler 
i etention is a potentially se 7 
> Hyponatremia due to water f' اہلود اہ ھپ و‎ 
| be advised to limit water inta 12 
| itd the adits es of DDAVP, until the aoe Passes 
i i ly doses. In on, pi Would be 
and should avoid three consecutive dai 1 k 
alerted to the distinct drop in urine output they will ame 020 VP 
administration, and the subsequent increase when antidiur Ao 
DDAVP wanes, 


251) In cystic Fibrosis, recurrent RTIs are caused by 
A) Staph Aureus 

B) Pseudomonas Aeruginosa 

C) Gram -ve E.coli 

D) Enterococci 

Answer: b 


252) Patient presented with difficulty in swallowing. On examination he has 
Ipsilateral Ataxia & numbness of face with contralateral loss of pin-prick 
Sensation. Diagnosis? 
A) AICA syndrome 
B) MCA - Infarct 
.. C) Brown - squared 
D) PICA - Syndrome 
Answer: d 


253) Least hepatotoxic ATT is 
A) INH 
B) Ethambutol 
C) Ethionamide 
1 D) Cyclosporine 
Answer: b 


' 254) Patient of DVT developed sudden breathlessness. There is 
Kt A)! Ventilation 

i B)! Physiological dead space 

C); Perfusion 

D)* Physiological Shunt 

Answer c 


255) 12 years male presented with hi 
A) Cerebellar ataxia 90 


B) Myopathy 


C) Hemiplegia 
D) Foot drop due to nervo Involvement 
Answer d " y b 
^ Steppage gait (High stepping. Neuropathic 1 
abnormally characterized by {ool drop due to he foot a 


ent presented with ve 


rtigo, ataxi 
on clinical exam. 
a 


ag deafness, 
Diagnosis 


BP: 150/100 with 


ad 


t presented with multisystem complaints. How will you differentiate 
& MCTD? 


February 7 


le? 
Question 1: Drug of choice in Rheumatoid arthritis in young female 


a) Methotrexate 

b) Sulfasalazine 

c) NSAIDS 

d) Steroids 
Answer à 


Methotrexate is first line drug. As patient is not pregnant so no contraindication 
contraceptive measures can be used 


Question 2: Drug of choice in pregnant female with falciparum malaria? 
a) Artemether 
b) Quinine 
c) Doxycycline 
Answer b 
Question 3: 2 days ago, woman delivered dead fetus, now drowsy, has jaundice, 
Hb low, plat low, TLC normal, peripheral film fragmented RBCs, ALT high slightly, 


RFT deranged, urine examination has protein * and RBC*, APTT normal and FDP 
mildly raised 


a) TTP 
b) HUS 
c) DIC 
Answer a. TTP 
In DIC PT/APTT is deranged and TLC high 


Question 4: Patient with rapid and progressive renal impairment. there 
was some crescent formation? rati 


a) RPGN 
b) FSGs , 
c) Post Streptococcal GN 

Answer a: 


Question 5: Patient with fever of 105, presented in evening ER after prolonged 
march. At present in ER is unconscious. s 


a) Heat Stroke 
b) Malaria 


T nite " 


Amyotrophic 
"p) Peripheral neuropathy 
c) Sensory neuropathy 


17: Treatment duration of MDR? 
a) 24 months 

)) 18 months 

16 months 


DR drug causi'"'g weight gain and bradykinesia? 
Methotrexate i 
Ethionamide 


3 E ausing deranged LFT? 


: k. He has raised lactate 
nted in ER with shoc 
cardiac patient prese em 


b) Antipsychotic drugs 
c) Tetrabenazine 
Answer c | ۷ : : 


ars old female had morning stiffness for one hour and had 


Question i wae 70. RA factor positive and anti CCP negative. 


fatigue, ESR was 7 
a) Seronegative RA 
b) PMR 
c) RA 

Answer c; 


¥ 


i j ith hi joint pains, MCP and knee swollen with small 
Dor AND ا‎ ee Which investigation to confirm the disease 
in this patient? 
a) Liver biopsy 
b) Joint aspiration for microscopy in polarized light 
c) HFE gene 

Answer C: 


^ 


Question 14: 60 years old female presents with pruritus and fatique . ANA -ve 
,AMA -ve, Alkaline Phosphatase 460 ,ALT AST (within normal limits). 

a) PBC 

b) PSC 

C) AIHA 
Answer a: , 


Question 15: Patient having diarrhea with mucous but n 
ESR Hb normal, what to do next Step? 


a) Stool examination 
b) Microscopic examination 
c) Serological tests* ^» 


d). Start metsonidazole 
Answer و‎ 


o blood. Sigmoidoscopy. 


“noninvasive tests should be performed before other investigations 


Question 16! Patient with SOB `X 
investigation to confirm ETE eosinophils 25% CXR B/L fluffy shadows, 


a) IgE 
b) Bronchoscopy with BAL 


Conso Sp Amed 


c) CT Chest 
d) Start metronidazole 
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iteri i pulmona 1 
imary criteria for the diagnosi ary aspergillosis (ABPA). 
ipheral BSsinophitics S of ABPA 


BE present, the diagnosis is almost 
e identification of Aspergillus in 
EU of brown-flegked sputum, and late Skin reactivity to Aspergilus 
vu f x 

lose prednisone (0.5- 1 mg/kg orally per day) for at least 2 months is the 
ent of choice, and the response in early disease is usually excellent., 

ing on the overall clinical situation, prednisone can then be cautiously 
d. Relapses are frequent, and protracted or repeated treatment with 


eroids is not uncommon. 3 - 

with corticosteroid-dependent disease may benefit from itraconazole 

orally three times a day with fo o d for 3 days, followed by twice daily for 

6 weeks) without added toxicity. Bronchodilators (see Table 9-5) are 
yet ; 


Om include hemoptysis, severe bronchiectasis, and pulmonary 


* 


Oe injury of HIV patient. What is best option? 


rve treatment option 


apy of 


st 
antiretroviral for 28 days is be 


alia antigen for? 


w7 
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HBsAg (also known as the Australia antigen) is the surface antigen of the hepatitis g 


virus (HBV). It indicates current hepatitis B infection 


Question 19: Young patient with Grave disease. What is treatment option? 


a) Surgery 

b) RAI 

c) lodide 
Answer: a 


Question 20: Diarrhea with flushing of face? 
a) Hyperthyroidism 
b) Carcinoid 
c) None of above 

Answer b: 


Question 21: Patient with history of MI 7 days back, using Metformin and 
Gliclazide. 


a) Insulin according to blood sugar level 
b) Stop Metformin and continue Gliclazide 
c) Insulin for one month 
d) Insulin for 6 months 

Answer a: 


Question 22: Patient with numbness of index finger and thumb that is relieves 
when hand is drifted out of bed? 


a) Median nerve compression 2 
b) Ulnar nerve compression 
c) Thoracic outlet syndrome 
d) Lower brachial plexus involvement 
Answer a: 


Question 23: Shipworker with 3 month history of cough, SOB and weight loss? 
a) ILD 

b) Small cell lung CA 

€) Adenocarcinoma 

d) Pleural Mesothelioma 


Answer d: 


J ; Patient with Cervical | 
jsive. What would help? Ymphadenopathy, FNAC done that is 
a) Incisional lymph node biopsy 

E) Excisional biopsy 

œ) CT Chest 


5: Patient with weakness BP 90/60 
5 m 
7, Na 118, K 6.5? mHg, Sugar level 4-5 mmol 


a) Addison disease 
Renal failure 
Lactic acidosis 


A lady with 32 weeks of pregnancy, past pregnancy uneventful, no 
abs has platelets 96000, Hb and TLC normal i 


ITP 
regnancy induced thrombocytopenia 
us 


atient with few days history of fever, petechial rash, ascites, 
n and low BP. On CBC has platelets count of 96000 


iral hemorrhagic fever 


f with weakness of one side of face and vesicles on ear : 


اااو —— 


۷۷۱٢۴۸١٢0٥۸۰ 
T 
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Answer b: 
JVP waveform interpretation: 

Raised JVP, normal waveform 

« Bradycardia 

+ Fluid overload 

+ Heart failure 

Raised JVP, absent pulsation 

+ Superior vena cava syndrome 

Large 'a' wave (increased atrial contraction pressure) 

" Tricuspid stenosis 

« Right heart failure” 

0 Pulmonar? hypertension 

Cannon ‘a’ wave (atria contracting against closed tricuspid valve) 

e Atrial (lutter ` 

e Premature atrial rhythm (or tachycardia) 

* Third degree heart block 

e Ventricular ectopics . 

e Ventricular tachycardia 

Absent 'a' wave (no unifocal atrial depolarisation) 

e Atrial fibrillation ] x 

Large 'v' wave (c-v wave) 

e Tricuspid regurgitation 

Absent 'x' descent v 

* Tricuspid regurgitation (sometimes 'x' "m 

(sometimes 'x wave is replaced by a positive wave)‏ ا ا 

* Cardiac tamponade 

Slow 'y' descent. "1 

۰ Tricuspid stenosis 

* Cardiac tamponade 

Prominént & deep 'y descent 

* Constrictive pericarditis — 

Fan AMA gy NP ai w 

ardial effusion 7 "n drops with eXP 
۰ Constrictive pericarditis 0 ۱ 1 
* Pericardial tamponade 


Question 30: A youn 
vision 


M سے‎ 

3 Multiple Sclerosis ‘ss 
p) Central retinal Vein Occlusion 

d Retinal Cerebritis 


answer 2: 


question 31: Sudan black B stain 
a) Differentiate lymphoblast from m 


i yeloblast 
p) Differentiate myelocyte from RBC 

c) both 
Answer a: 


SUDAN BLACK B (SBB) 
Sudan black B is a lipophilic dye that stains intra cellular 
phospholipids and other lipids. 
Purpose:- 


* Same significant as MPO i.e. to differentiate between ALL and AML. 
* Done in old smears in witch MPO can not be performed. 


Principle:- 
The SBB is a lipophilic dye binds irreversibly to an unidentified / 
undefined granule in granulocytes and eosinophils. 


Question 32: A nurse has plasma osmolality of 280 and urine 290, after 


tivation test urine osmolality is 600. 
xi Psy&hogenic 
b) Cranial DI 
€) Lithium 
- Nephrogenic DI 
a 

, dehydration and Na 
نی‎ | SiADH, no hypotension, edema 
tig u On 33: A patient with nm 
"What is initial treatment option? 


j ۹ Fluid testriction 4 


Normal saline — .۷ں‎ 
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C) Hypertonic saline چ‎ 
d) IV furosemide 
Answer a: 


Question 34: Cause of Subclavian steel syndrome. 

a) Cervical rib مت و‎ 

b) Trauma 

c) None of above 
Answer a: 
Subclavian steal syndrome (SSS), also called subclavian steal phenomenon o; 
subclavian steal steno-occlusive disease, is a constellation of signs and symptoms 
that arise from retrograde (reversed) blood flow in the vertebral artery or the internal 
thoracic artery, due to a proximal stenosis (narrowing) and/or occlusion of the subclavian 
artery. The arm may be supplied by blood flowing in a retrograde direction down the 
vertebral artery at the expense of the vertebrobasilar circulation, Main cause is cervical 
rib, 


Question 35: A patient has pedal swelling, ascites, raised JVP, normal heart 
sounds, low voltage QRS complexes í 


a) CCF 
b) Constrictive Pericarditis 
c) Cor Pulmonale 

„Answer b: 


Question 36: A patient presented in OPD with history of fever 102 C, and pulse of 
58/m and leucopenia on CBC 


a) Typhoid fever 

b) Malaria 

c) Dengue fever 

Answer a: Relative bradycardia is feature of Typhoid fever 


Question 37: A gentleman presented in ER with history of SOB. On examinati? 
pulse of 108/m. He had history of fracture femur 2 weeks back. What is treatm 
option? 

a) Warfarin 

b) LMWH 

c) Antibiotics 
Answer b: 


. 43 لے‎ | 
pou : A patient | 
bet 1 ; left lower lobe Rated # zh ad AMO 9 

ien Sing entilation Perfusion ratio ا‎ ees 

: | aime and increased TLC, 

b) Heparin 

c) Warfarin 

den a: Patient has PE and-pulmonary infarction | 


39: A 12 years old bo 1 
kness of limbs Melde SA Mh gradual development of proximal 


girdle muscular dystrophy 
ioscapularhumaral dystrophy 


on 40: The most common complication of Achalasia is 
. 8) Bleeding ^ 

` b) Esophagitis 

= €) Carcinoma 

. d) Bronchitis 


lasia are at substantially increased risk for developing 
is typically squamous cell type 7 


with broad QRS complexes and ti 


in ER 
got tion step? 


"E 


Wiser, 


advised ros 
auma to leg, orthopedic surgeon SD 
hycardia, ECG shows sinus tachycardia 
with pleural rub on examinatior, 
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Question 43: Young boy with tr 
developed sudden onset 8 and tac 
CXR showed left sided small pleural effusion 


a) Pneumothorax 
b) PE 

c) Pneumonia 
Answer b 


Question 44: Cryptococcus neoformans in HIV patient cause. 
a) CNS lymphoma 
b) Meningitis 
c) Esophagitis 

Answer b: 


Question 45: Patient on treatment of HTN and on ATT. On labs has Calcium of 
11.2, What is culprit drug? 


a) INH 

b) Thiazide diuretic 
c) Rifampicin 
Answer b: 


Question 46; Young female with recurrent abortion history has one alive son. On 
Investigation PT 14, APTT 60, 


8) TORCH Infection 
b) SLE 
c) APLS 
Answer c; 


Question 47; Type 2 Diabetic patient on insulin, recently started Propranolol for 


Yael pum; He has developed recurrent hypoglycemia. What should be 


à) Reduce Actrapid 
b) Reduce long acting insulin 
c) Reduce propranolol 
d) Stop propranolol 
Answer b 


Question 48; A young boy Is admitted in medical ward for to f^ 
and cough with sputum, has developed Ple te Soda ic ہت‎ E 2 aay" 


? , Choice Questions CAL 
active arthritis 4 


c arthritic 2 


ido gout 


; Eo) acute bacterial arra 
Dy seeding of the joint; direct inoculation f, 10991 often dus 4 
isk factors are bacteremia (ec injoy 2 Penetrating tras 
2 > 66 M na iS rare Ts 
gites), damaged joints (eg. rhe jection drug use, endocarditis so an e 
P nity ( *urnátoid arthritis AEST 

Immunity (eg, diabetes mellitus, advane ils), prosthetic joints. cormorom 
cirrhosis, and سس‎ ig cec Chronic kidney disease. aie peces 
neous ulcer Or psoriasis) *'3py), and loss of skin integrity teg 


laphylococcus aureus is the most common ca 
rthritis: accounting for about 60% of A on — of nongonococcal septic 
i " d vv ^9 OF al cases, Methicillin- resistant $ aureus 
de d group B streptococcus have become وم دومن‎ rs 
portant causes of septic arthritis. Gram-negati ےس ہے‎ RE 
% of cases and is especially common in inje 
unocompromised persons 


8 

ascherichia coli and Pseudomonas aeruginosa are the most common 
jram- negative isolates in adults. Pathologic changes include varying degrees 
"acute inflammation, with synovitis, effusion, abscess formation in synovial or 
bchondral tis- sues, and, if treatment is not adequate, articular destruction 


he onset is usually acute, with pain, swelling, and heat of the affected joint 
Worsening over hours. The knee is most frequently involved; other commonly 


i re the hip, wrist, shoulder, and ankle. Unusual sites, such as the 
ote 4 d in injection drug users. Chills 


۱ or sacroiliac joint, can be involve 
pl bsent in up to 20% of patients Infection of the 
ent swelling but results in groin pain greatly 


ne joint is involved in 15% of cases of septic 
ple joint involvement include 1 arthritis. 
infection with group B NE. En 
fluid analysis is critical for diagnosis. The مو‎ hS 

1 ^ flammatory (greater سی‎ 
I fluid is always in roster o opo/mek, usually 


50,000/mcL, 
infections 

orphonuclear cells. 15% of staphylococcal infectior 

tain of the synovial fluid ^ postive novial fluid cultures are positive in 70- 


? tions. ro reduces the 
1 „negative infec! rior to à 
50% of ۵ í anb P' tures are positive in 


٣٥ہو‏ رھا1272 7 


infection ot etae 


ve septic arthritis causes about 
ction drug users and in 


€) ATN 
d) Acute papillary necrosis 
Answer c 


Question 50: Young female, known case of SLE developed fits and became 
unconsciousness in ER. Her fits were controlled with diazepam. On CT brain there 
is hypodense lesion. What should be appropriate step? 


| a) IV cyclophosphamide 
b) Acyclovir 
€) Fosacarnant > 
| d) IV methylprednisolone 
Answer d: Treatment of lupus Cerebritis is IV steroids 


Question 51: Young female, with secondary amenorrhea, soft skin and lethargy 
a) Addison disease 
b) Sheehan syndrome 
c) Hypothyroidism 
d) Hypopituitarism 
Answer b: 


Question 52: Patient with progressive SOB for 3 months, peripheral lung infiltrates 
on CXR and serum calcium 10? 


a) Sarcoidosis 
b) Eosinophilic pneumonia 
€) Bronchogenic CA 
Answer a 
SIC CUE (DD of Peripheral lung opacities) 
* 8: sarcoidosis 
* k infarction 
* C; cryptogenic organizing pneumonia (COP) 
+ C: contusion 
۰ M interstitial pneumonitis (UIP) and desquamative interstitial pneumonitis 


* E: eosinophilic pneumonia 


e Questions 


: HTN with hypokalemi 3 
a ypokalemia, what is treatment of choice? 


olactone 


5: Patient with history of recurrent TIA, two episodes of painless vision 
mplete recovery. Which investigation should be done? 


atoid arthritis presented with right foot drop 


own case of Rheum 


s varices and gastric 


EGD s 
'atient with upper 97 ave variceal bleed? 


ne should be 


w 
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188 s of Ancylostoma duodenale. 


Question 58: Patient stool examination shows egg 
Which drug should be used? 

a) Metronidazole 

b) Praziquantal 

c) Albendazole 


Answer c: | 
Ancylostoma duodenale is a species of the roundworm ا‎ o na i isa 
parasitic nematode worm and commonly known as the Old-World hoo Th. It lives in 
the small intestine of hosts such as humans, cats and dogs, where it is able to mate an, 
mature. Ancylostoma duodenale and Necator americanus are the two human 
hookworms that are normally discussed together as the cause of hookworm infection 


Question 59: Female postmenopausal with reflux esophagitis has colles fracture £ 
needs treatmeat for osteopenia? f 


a) Alendronate 
b) Raloxifene 
c) Calcium supplements only 
Answer b: alendronate is contraindicated in reflux esophagitis 


Question 60: A 65 years old man smoker, known case of HTN and DM has sudden | 
onset abdominal pain. On examination pulsatile mass in abdomen? 
a) Atherosclerotic aortic dissection 
b) Atherosclerotic aortic aneurysm 
c) Atherosclerotic IVC aneurysm 
Answer b: 


Question 61: Patient having history of confusion, loss i se, absent 
ankle and extensor planters. MC à oe sense, 


V 80. Diagnostic investigation? 
a) B 12 levels 


b) Folic acid level 


€) MRI brain and spinal cord 
Answer a. 


Question 62: Patient in surgical war ie 
Which fluid should be ا‎ d, developed Hypotension (BP 60 systo!i^ 


a) Normal saline 
b) Hemaccal 
c) Ringer lactate 


nd 


t 


TR ets کے‎ 
"۸۷0۸۳۷۵۷۸ Choice Questions CMM 
^ oo c Nu 


po i ws سی‎ 
Answer a: Initially c lystalloids Should.be EE 
> use 
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if 
1 NO improve then colloids can be used 


Question 63: Patient has he 
FBC also normal. What to d 
a) CT chest : 
b) Bronchoscopy 
c) Mediastinoscopy 
d) Clotting profile 
Answer b 


Moptysis an, 
© next? dCXR وا‎ normal, Sputum examination and 


a) WV antibiotics 
b) Therapeutic tap 
c) TIPS 

Answer a: a 


Question 65: Patient with fever, weight loss and drenching night sweats. CXR 
normal? 


a) Typhoid fevér 
b) Brucellosis 
c) Malaria 
Answer b: 


ados 66: HCV positive patient with ascites and abdominal a pases 
ascitic tap shows 75% neutrophils and culture shows growth of E col 


Epidetmides. What is diagnosis? 
-a) SBP ۰ 
b) Perforated viscus 
°) Contamination ` 
۰ Answer 8 


Question 67: Patient ACTH and co 
tuppress but high dose dexamethason 
"vestigátion should be done nex 
a) MRI Brain 
b) CT chest 
°) CXR 
Wer a, 


, low dose dexa test did noc 
gon pna x cortisol levels. Which 
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Question 68: TdT positive in? 
a) Burkit lymphoma 
b) ALL 
€) Mycosis fungoides 


Bie (TdT), also known as DNA 

T inal deoxynucleotidyl! transferase ,8 > 

leve rrenE NA (DNTT) or terminal transferase, is à em DNA‏ ا 
polymerase expressed in immature, pre-B, pre-T lymphoid cells, and acute‏ 


lymphoblastic leukemia/lymphoma cells. 


: d cortisol levels raised, low dose dexa test did no, 
Sree سا ساسا ا‎ test suppressed cortisol levels. Which 
investigation should be done next? 
a) MRI Brain 
b) CT chest 
c) CXR 
Answer à; 


Question 70: 53 years old female with history of pain and swelling of knee and 
ankle. On labs ferritin normal but T saturation 60%. On X ray calcified joints. 
Which is best test to confirm diagnosis? 

a) Liver biopsy 

b) HFE gene 

c) Aspiration of joint showing positive bifrenget crystals 
Answer c: Hemochromatosis causing Pseudo gout 


Question 71: Former in village bitten by rabbit. 
a) Rabies vaccine 
b) Tetanus prophylaxis 
c) Both 
d) antibiotics 
Answer b: Rabbit is not reservoir for rabies 


Question 72: Schedule of rabies vaccine 

a) 0,1,6 months 

b) 0,3,7,14,28 days 

' 8ء 
Answer b:‏ 


Choice Questions 


p) RA factor 
c) DsDNA 
Answer a 
Alow AVG ratio may reflect overproduction of 
loma or autoimmune diseases, or underproduetien sua 


with cirrhosis, or selective loss of albumi 
disease (nephrotic syndrome) n from the 


as seen in multiple 
| umin, such as may occur 
circulation, as may occur with kidney 


Question 74: Renal involvement, 
deposition. 

a) Minimal change disease 

b) SLE 

€) Diabetic Nephropathy 

d) FSGS 

Answer d: 


immunofluorescence shows IgM and C3 


Question 75: Diabetic patient with diarrhea. Which drug should be given? 
a) Loperamide 

b) Clonidine 

€) None of above 

Answer a: 


Question 76: Patient with radio femoral and radio radial delay, cause is 


a) Coarctation of aorta before origin of subclavian artery 


b) Descending aorta Coarctation 
€) Coarctation of aorta after origin of subclavian artery 


Answer a: 
Question resented in ER with right 
E 2 s years developed jaundice and fever, palpable 


hondrium pain of gradua 
mass in RHC 


a) Biliary atresia 
. b) Hydatid cyst 
9 Hepatic cyst 
Û) Choledochal cyst 
*) Reidel lobe of liver 
er c: 


ھی 


SON 2 


S\N‏ ا 
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Fe رر‎ TE ith myoclonic jerks, 
scd Yor tnt cem He. Which drug sold be gven to her 
a) Phenytoin 

b) ‘Carbamazepine 

c) Valporic acid 

d) Lamotrigine 

e) Ethusuximide 

Answer b 


her brother is on Valpori. 


Question 79: Renal transplant done one year ago, was given ela Er 
respiratory tract infection that settle. But after few days develope g an 


deranged RFT? 

a) CMV infection 

b) Cyclosporine toxicity 
c) Acute rejection 
Answer b: 


Question 80: 45 years old smoker with 2 years gradual onset of history of pain and 
Stiffness in both legs when n he walks for 10 minutes. His pain is relieved with 
rest, all pulses are palpable? 

a) Spinal stenosis 

b) PVD 

c) Burger disease 

d) Vasculitis 
Answer b; 


Pulses can be palpable in initial stage in PVD, In spinal stenosis pain is relieves during 
bending forward 


Question 81: Hypercalcemia causes nephrogenic DI by? 
à) Polyuria 
b) Excess calcium renders renal tubules insensitive to action of ADH 
€) None of above i 
Answer b: 


Question 82; Young male with renal di 

disease. On examination has lens و اس‎ mer 7ت‎ x Lely LE 
à) Polycystic kidney disease 
b) Alport's diséase 
c) FSGS 


tuU ll) IP اہ‎ 


Answer b: 193 


Multiple Choice Questions 


Question 83: A 50 years old male, heay: 
i : y Y smoke i 4 

D uz shows raised left hemi diaphragm where OPD with history of 
sputum cytology egative, Which test should be hilar enlargement, 

a) CT Chest performed first? 

p) Bronchoscopy with biopsy 

c) Mediastinoscopy 
Answer a: 


uestion 84: Patient with HT i : 
Ud be done? N has yellow lesions on elbows. Which investigation 


a) Biopsy of lesions 
b) Fasting lipid profile 
c) CXR PA view 
Answer b: 


Question 85: Young male, known case of Bechet disease, off treatment for 2 
months. Now presented with ASOC. CSF shows normal sugar and protein, 14 
Cells of which 80% are lymphocytes. Which drug should be given? 


a) Steroids 

b) Acyclovir 

c) Immunosuppressive drugs 
Answer b: 


Question 86: Patient with ptosis, difficulty chewing and proximal muscle 
weakness. What is diagnosis? 
3) Myasthenia Gravis 
b) Lambert Eaton syndrome 
*) Scleroderma 
Answer a: 
docarditis, Strep. Viridian found on Mn 
eel Buen wt nate but patient is allergic to it. Which anti 
ould be given? 
à) Ceftriaxone 
Vancomycin 
is, Qentamycin 
b: 
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Question 88: Two weeks after delivery, lady presented with unconsciousness and 
right sided weakness. On examination she can't move her right side of body with 
right extensor planter response but fundus is normal. CSF shows 1200 cells out ہم‎ 
which 60% are polys. Which investigation should be done? 

a) MRV 

b) CT brain 

c) MRI with contrast 
Answer b 
CT should be performed first in any hemiplegic patient before other investigations 


Question 89: Patient with history of diarrhea on and off for last 10 years, now 
presented with jaundice and pruritus. On labs ALP raised, AMA negative 


a) PBC 

b) PSC 

c) Autoimmune Hepatitis 
Answer b: 

PSC is associated with IBD 


Question 90: History of joint deformity with Charcot joint and decreased 
sensations and reflexes. What is cause of it? 


a) Malignancy 

b) DM 

c) Autoimmune disease 
Answer b: 


Question 91: Patient with Graves Opthalmopathy. What Is drug of choice? 
a) NSAIDs 
b) Steroids 
c) B blockers 

Answer b: 


Question 92: 35 years old female with history of recurrent hematuria, BP 160/10! 
—Ó oe father and uncle died due to renal disease. Which investigation 9 
one ; 


a) Urine C/E 

b) USG abdomen 

c) Autoimmune profile 
Answer b 


i d Oo O m M 
TUR Multiple Choice Questions 
PA Question 92: presented with left sided ch mer 195 
Ut gy shows more than 80% proximal LAD stenosis, Wie E ER, angiography 
| a) Aspirin ption is best? 
| b) LMWH 
| c) Angioplasty with drug eluting stent 
d) Angioplasty with non-drug eluting stent 
e) CABG 
Answer C 
Bd atto do patient 9n oral iron for last six months, now his Hb is 10.7 
| a) Continue oral iron 
| b) S/C Erythropoietin 
c) S/C Erythropoietin plus IV iron 
d) Stop oral iron 
Answer: d 
ETP is started when Hb is below 10 mg/dl. also no further need for oral iron as Hb is 
above 10, iron studies can be done to check Transferrin saturation 
Question 94: Upper lobe fibrosis 
a) R.A 
b) Scleroderma 
c) Ankylosing Spondylitis 
Answer: c 
Causes of upper lobe fibrosis 
e Coal work pneumoconiosis a 
» Ankylosing spondylitis 
* Sarcoidosis 
* Histoplasmosis 
* TB 
ont | * EAA 
Sno id female of Graves’ disease on antithyroid drugs with 
Question 95: A 15 years old ication. What to do next? 
3" relapse, non-compliant to 
d) Surgery 
€) Radio lodine roid drugs 


f) Continue antirhY 
Answer: a 


7ے رھ سے سمل prm m‏ 


, 
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Question 96: Steroids induced osteoporosis proph laxis | best pr 


a) Calcium, n 
b) Vitamin D 
c) Bisphosphonates 


Answer: C 


Question 97: Patient with pinkish rash on face, eyelids and difficulty combing 


hairs? d 

a) Polymyositis 

b) Dermatomyositis 
€) SLE 4 
Answer; b 


Question 98: K/C of Bronchogenic Carcinoma became unconsciousness in ward 
when he was given 5% Dextrose water infusion. What is cause of it? i 


a) Hypokalémia 
b) Hyporiatremia , 
c) Hypernatremia 
Answer: b` 
SIADH is associated with Bronchogenic CA 
» > 


Question 99: Patient had severe. lower limb injury during accident. He was given 
Gentamycin dnd ampicillin, and IV fluids for hypotension in ER. After that patient 
has developed anuria and deranged RFT? 

a) Gentamycin toxicity 

b) Rhabdómyolysis 

c) ARF secondary to hypotension 
Answer: b 4 È 


hei EDU lady presented with weakness in her lower limbs, نشین‎ 1 
brisk reflexes in OIE E nding of han spine overfew years. On ex amator 
ا‎ s but hyperreflexia in upper limbs. Plantefs are b! 

a) Syringomyelia 

b) Cervical myelopathy 

c) L4-5 disc prolapse 
Answer: b 


jple Choice Questions 


Multi 
: Question 101: Cause of Nephrotic 5 
a) FSGS yndrome in 15 years old NN 197 


b) Minimal change disease 
c) Membranous 


Answer: b 


Question 102: HCV Genotype 3 
a) Sofosbuvir plus Daclatsavir 
b) Sofosbuvir plus Ribavirin 
c) INF plus Ribavirin 

Answer: a 


Question 103: Patient with dysphagia has bluish discoloration of 
Bo and tightening of skin. Which investigation should are 
7 b) Anticentromere 
€) Anti Ro 
d) Anti La 
Answer: b 


ST syndrome, also known as the limited cutaneous form of systemic sclerosis 


) is a multisystem connective tissue disorder. The acronym "CREST" refers to the 


Main features: calcinosis, Raynaud's phenomenon, esophageal dysmotility, 
dactyly, and telangiectasia. It is associated with detectable antibodies against 
í 1 ), and usually spares the kidneys (a 


meres (a component of the cell nucleus s 
more E in the related condition systemic scleroderma). If the lungs are 
d, it is usually in the form of pulmonary arterial hypertension. 

1 104: Patient with febrile illness has low platelets and PT 34 and APTT 


ophilia 


st 1000, which investigation should — 


: f ju 
5: Patient with sperm count of) D 


lerone levels 


~ 
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c) Prolactin 
d) TSH 
Answer: b 


ome kind of surgery under spina 


ý 1 5 : 
Question 106: Patient with COPD on after f urine. Which drug is responsible» 


anesthesia in urology came with retention o 
a) Theophylline 
b) Ipratropium bromide 
c) Ventolin 
d) Solucortef 
Answer: b 


Question 107: Young male with recurrent jaundice and cola colored urine, 
abdominal examination normal? 


a) Malaria 

b) G6PD 

c) Hereditary Spherocytosis 
Answer: b 


Question 108: Patient with CCF, BAL done, It will Show? 
a) Ciliated epithelial cells 
b) Hemosiderin laden macrophages 
c) Goblet cells 

Answer: b 


Question 109: Patient developed deran 
a) AIN 
b) ATN 
c) GN 

Answer: a 


ged RFT after start of ATT? 


Question 110: Youn 
RFT. Best test to di 


a) Anti DSDNA 

b) Complement levels 
c) Renal biopsy 
Answer: a 


g female with butterfl 


rash o anged 
agnose disease? ^ او‎ end der 


LET O an‏ اتک 


ae 


n ph 


112: Young patient with 

ad h 

Donsolidation? emoptysis and purulent sputum for 3 month: 
lobe 5. 


bronchitis 


sential thrombocytosis, megak are more sensitive to growth 
Platelets derived from the abnormal megakaryocytes are activated, 
along with the elevated platelet count, contributes to the likelihood of 


blood clots. , . 
se n the platelet count is over 1 million is 


ed possibility of bleeding whe 
à actor (VWF) sequestration by the increased mass of 
adhesion. 


Nillebrand fa 
"leaving insufficient vWF for 
sent in 40-50% of cases and is 


! i 617F) is pre 
in the JAK2 kinase(V617F) ÍS e family. 


K2 is a member : 
peripheral smear shows 


if present. JA 


boy with recurrent pain in finger,‏ و 


jolly bodies? 


Iw 


ر00 ۴۲۱۹ 


200 X 
e h Herpes Zoster of S1 and S2 dermat, > 
Aa e Obrve rah What should be done next 
a) IV acyclovir plus lamivudine 
b) Acyclovir plus steroids 
c) Foscarnet 
d) Amantadine 
Answer; c 


Question 115: Patient with fever was given Fansidar, developed anuria? 
a) G6PD : 
b) Sickle Cell disease 
c) Pyrovate kinase deficiency 

Answer: a 


Question 116: Patient of ITP with platelets count of 60,000. Which drug should be 
given? 

a) Prednisolone @ 1 mg/Kg 

b) Splenectomy 

c) IMIG 

d) Repeat platelets after one month 
Answer: d 


Question 117: Patient with hemolytic anemia and platelets 45000, Retic 5%, on 
steroids.? ; 


a) ITP 

b) Evan syndrome 
c) Leukemia 
Answer: b 


Question 118: Patient with history of snake bite 1 d 
4 2 hours ago, now develope 
drooping eyelids and dysphagia. Best treatment to save lite? 
a) Antivenom - 


b) Ventilatory Support 
c) Adrenaline 
Answer: a 


Question 119: Aortic ste 


nosis has ass 
a) Heyde's syndrome ciation with.? 


enn TTS) EP = 
— 


1 

om Sor 

Ome ™ Multiple Choice Questions m ca 
Next> b) Marfan syndrome nd 


mee کن‎ 
| c) Turner syndrome 


201 
| Answer. a 


eyde syndrome IS a tr 4 

g s due to bleeding rc Plena ang he RAN, es 
» The evidence that aortic Stenosis js the root Cause.of this coagul i 

compelling Resolution of anaemia usually follows aortic valve Cristi 
stion 120: Female With pri 
| e and fused labia majora. Tig waonorthoa M. ا‎ of 
| a) 17 “hydroxyprogesterong 
| b) Estrogen 


ency of which of following? 
¢) Progesterone 


d) 1 1-hydroxypro, 


uld be Answer: a 


gesterone 
| Question 121: Patient has adrenal mass on CT 
should be given.? : 
a) Spironolactone 

b) Loop diuretic 

c) Beta blockers 

. Answer: a 


With K 2.2 and HTN. Which drug 


on 


Question 122: Tui 4 

4) Allopurino] : H 

Diuretics 2 n d 

°) Steroids e ; 
Answer: a 


mor lysis Syndrome can be Prevented with use of.? 


also 
Westion 123: Female with 31 weeks of gestation has deranged LFT and 
9۵۷ raiseg RFT. 


b Ute fatty liver of pregnancy 
) Ute Viral hepatitis 
°) Trp 


Answer: a 


, fatigue and jaundice for 
Question 124: A sweeper presented with ید‎ ot 7 fever, fatig tor 
P eke, On labs has deranged LFT an 


Sellosis - 


Wisdom 
202 Sy 


b) Leptospirosis 
c) Vasculitis 

d) TB 

Answer: b 


Question 125: Patient with bilateral pedal is تت2‎ ER one has hom, 
CXR and Echo. Which drug can be cause of pedal ede 

a) B blocker 

b) Atorvastatin 

c) Amlodipine 

d) Valsartan 
Answer: c 


Question 126: Patient with severe diarrhea and is dehydrated on examination wir 
BP of 90/60 mmHg. Which fluid is best for him? 


a) Normal saline 

b) Ringer Lactate 

c) Dextrose water 
Answer: a 


Question 127: Patient with ventricular tachycardia at rate of 180/m and BP 90/6) | 
mmHg? Jj 


a) Amiodarone 

b) Lidocaine "T 
c) DC shock 

Answer: c 


Question 128: Young male with history of on and off dry cough for last 5 months 


that make him wake up at night. On examination occasionally wheez on chest 
auscultation? : 


a) Asthma 
b) ABPA 
c) CKD 
d) ILD 
Answer: a 


Question 129: Patient 
a) LDH 


Pyrovate kinase 


E arf 
RBCs have low lactate level. Which enzyme is deficit" 


Question: 
io Choíce 20 A c 
f G6PD 


203 
Answer: -a 


uestion 130: Type 2 diabetic Patient, o 


pliance to medication, H 


n oraj 
: He came in dru 


95 for last 10 


b) Fructosamine 
e) Microalbuminuria 
d) Creatinine 


Answer: € 


Question 131: Patient of tre, 
developed body ache and 


a) CPK 
b) Muscle biopsy 
c) LFT 

d) Creatinine 
Answer. a 


atment for heart failure, taking Simvastatin has 
muscle weakness. Which test should be done? 


Question 131: A young boy with short fourth metacarpal has low calcium but 
ised PTH levels? 


a) Hypoparathyroidism 

b] Pseudo hypoparathyroidism 
£) Hyperparathyroidism 

Answer: b 


is 
Question 132. Patient developed weight gain after ATT, which drug 
"sponsible? 

a Ethambutol 

b) INH 

4) Ethionamide 

۹2۸ 
Hue c 


Dni, i P. disease? 
E |." 133: Best test to diagnose aget 
v Lar nD 5 


do, 
204 "x 
d) Phosphate 
Answer: C 
Question 134: Teacher with gradual onset of hearing loss has increased Alp, 
ues! d 
a) Multiple myeloma A 
b) Chondrosarcoma 
c) Paget disease 
Answer: C 


An elevated level of alkaline phosphatase in th 
calcium, phosphate, and aminotransferase leve 
Paget's disease. 


e blood in combination with normaj 
Is in an elderly patient are suggest. 


Question 135: Young male newly diagnosed HTN, started Lisinopril. After fey 
days his RFT deranged? 
a) Pheochromocytoma 
b) Renal artery stenosis | 
c) Conn'syndrome 


Answer: b 


Question 136: Organophosphate antidote? 
a) Neostigmine ? tr 
b) Atropine 
c) Pralidoxime : 

Answer: c | 


Question 6 patient with history of head trauma has Na 118 and nomi 
Which step should be advised for hyponatremia initially? 
a), Normal saline 
b) Dextrose water 


c) Hypertonic saline ٤ 

d) Free water restriction 
Answer: d 
Treatment of SIADH idi i i 
following: and the rapidity of correction of hyponatremia depend ?^ " 


* Degree of hyponatremia 
* — Whether the patient is Symptomatic 


* Whether the syndrome i 
h 8 ac i 
٠ Urine osmolality and ities ga E 
‘Ac ^ f 


yultiple Choice Questions 
duration of hyponatremia is E ed 
iine unknown — 
nable to presume chronic SIADH ^ 8nd the Patient is ae 205 


nosis and treatment of the undi yMptomatic, it ig 


jn an emergency setting aggressiv 


۱ - weighed against the risk of indycin 
ig warranted as follows 


e Indicated in patients who have Severe 
۹ 5 
respiratory arrest), regardless of the degree oy (ea, Seizures 
Strongly consider remia 
» ngly vela ed for those who have moderate.to.. 
documented duration of less tha, 48 hours Severe hyponatremia with a 


The goal is to correct hyponatremia at 
complications, as follows: û rate that does not cause neurologic 


» Raise serum sodium b 
hours 

* Aim at maximum serum Sodium of 125-130 mEq/L 
j an acute setting («48 hours since onset) where moder: 
treatment options for hyponatremia include the following: 

* 3% hypertonic saline (5: 3 mEq/L) 

* Loop diuretics with saline 

* Vasopressin-2 receptor antagonists (aquaretics, such as Conivaptan or tolvaptan) 
* Water restriction 

^a chronic asymptomatic setting, the principal options are as follows: 

* Fluid restriction 

* Vassopressin-2 receptor antagonists 


i i ilable or if local experience with 
* Ifvasópressin-2 receptor antagonists are unavai cal experienc 
them is limited Puer agente to be considered include loop diuretics with increased 


Salt intake, urea, mannitol, and demeclocycline 


"wstion 138: Male patient with Na 128 and normal 7 


erlying cause of 
€ treatment of 


9 Central Pontine m n j: Ch treatrr 
ti yeli Olysis (CM ) ا‎ treat t 
er 


SIAD 


Stupor. coma, and 


Y 0.5-1 mEq/hr, and not more than 10-12 mEq in the first 24 


۹ Free water restriction 
qu history of smoking 


n with 30 years بی ہوم‎ ls cause of DVT? 
سا سس مہ‎ : 
PRy i 


CUm 


3 weeks duration TO 


fever for last 


206 with ich in 
acie nr et viste d p ocardiography is normal. Which investigatio 
jc m 
اہ‎ done? 
a) CXR 
p) TEE 
c) Angiography 
Answer: b 


Question 141: A 25 years old male presented With hemoptysis on and off for las 


weeks. On labs RFT deranged with normal LFT? 
a) Anti GBM antibody | 
p) C-ANCA 
c) P-ANCA 2 
Answer: a 


Question 142: 45 years old male presented with history of fever for last 2 weeks p 
and bruises over legs and abdomen. On examination no organomegaly. CBC 
shows Hb. 8 mg/dl, TLC 3000 and platelets count of 78000? 

a) CML 

b) Aplastic anemia 

c) MM 
Answer: b 


Question 143: Type 2 diabetic patient with HTN h i 
examination. Which drug should be given? E nem 


a) Thiazide 

b) Alpha blocker 
c) Lisinopril 

d) Amlodipine 
Answer; c 


Question 144: 45 

and bruises over lege nog male presented with hi 

shows Hb, 8 molet, TLe Sons men. On ONE n gr o 
a) CML 0 and pl o organomegaly: 


atelets count of 78000? 
b) Aplastic anemia 
€) MM 


2 we 
cB? 


t2 


145: Young b. P 
0 should. OH 
marrow 

omosomal analysis 
and folate level 


ba 9/di کک‎ 
, Platelets —— 207 
24000 and TL IA WR 
. Which 


h history of f 
have same problem, ورک‎ nn 


jone marrow 
BC with peripheral smear 
in electrophoresis 


j gability, on examination .T 
Which investigation should Pd * 


47: Patient on warfarin for atrial fibrillation with INR 2.0. UpperGi ٠ 
to be done for suspicion of celiac disease. What should be done? 


iv 


Follow up test in Wilson disease for patient on Pencillamine^ — 


کک 


c) Request Troponin 

d) Thrombolysis 

e). Repeat ECG 
Answer: a 


to his GP with painful penile u, 
tion 150: A 23 years old male presents ileen, 
E there is ulcers on his penis and suppurating groin 
lymphadenopathy. What is the most likely diagnosis? 


a) Herpes 

b) Lymphogranuloma venereum 

c) Syphilis 

dy Chancroid 

e) Dohovanosis 

Answer: d 

> Chancroid is a bacterial sexually transmitted disease (STD) caused by infe. 
with Haemophilus ducreyi. It is characterized by painful necrotizing genital ux 
that may be accompanied by inguinal lymphadenopathy. It is a highly conta. 
but curable disease. 

~ The lesion of chancroid is often termed as a soft chancre because it is not 
indurated, as opposed to the indurated syphilitic chancre. The lesion begins z 
erythematous tender papules that become»pustular and later erode to form z 

extremely painful and deep ulcer with soft (in contrast to the chancre of syp:‏ و 
ragged margins. , > i à‏ 

The ulcer baseis composed of easily friable granulation tissue that is usualy‏ ۔ 
covered with malodorous yellow-gray exudates.‏ 

~ Ulcers may be single or multiple, and as many as 10 ulcers have been repo 
on a single patient. 

» Painful, usually unilateral, regional lymphadenopathy occurs in an approx? 
50% of patients and is mpre common in men. Of patients with lymphaden"s 
25% may have progression to a suppurative bubo, which may rupture 
spontaneously and ulcerate. If untreated, chronic draining sinuses may f^^" 


Question 151: A patient with a pest histo ents? 

ry of a psychiatric disorder prese". 
nausea, vomiting, tremor and ataxia. An ECG sh ves. What! 
the most likely diagnosis? ows flattened T wa 


a) Tardive dyskinesia 

b) Serotonin syndrome 

€) Lithium toxicity 
» 4) Dystonia k 


€) Tricyclic antide; ressants 
Answer: c : دج‎ . 


wNU€CSliOns‏ اسسمیمسئے _ ۴آ 


152: 28 years es 
Girl fro 
A m Afgh; 7 
te f ormochromic norm lere is وم‎ llor d i repeated 7 
56, OCytic and Jéundicg a سے‎ ele 
ap : vf) ریز‎ 
SPIeniomeggi, Lites ووز‎ 
a) HS 


b) Thalassemia major 
c) Thalassemia intermedia 
d) Thalassemia minor 


siue coo ode of fit, Which drug has caused it 
b) Busulphan 
€) Azathioprine 
Answer: b 
corti p o. of the following is not associated with increased risk of 
a) Hyperkalemia 
b) Hypokalemia 
€) Hypomagnesaemia 
d) Hypernatremia 
€) Acidosis 
Answer: a 
Intoxication may result from acute single exposure or chronic accidental overmedication. 
After acute over- dosage, nausea and vomiting, bradycardia, hyperkalemia, and AV 
block frequently occur. Patients in whom toxicity develops gradually during long-term 


Í ic owi nt diuretic 
apy may be hypokalemic and hypomagnesemic owing to concurre! 
ne dd dida commonly present with ventricular arrhythmias (eg. ectopy, 


Slight ventricular fibrillation). Digoxin levels may be only 
MENU ton 7 1 ۱ from cardiac glycosides other than digoxin 
“Cause of limited cross-reactivity of immunologic tests. Me 
155: There is evidence of a paraprotein ban 7 a patie 

How do you differentiate botween a myeloma or M 

4) Hypercalcemia 

b) Levels of different immunoglobulins 

*) Presence of Anemia 

4) Bence Jones Protein 

*) Beta 2 glycoprotein 

8 
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210 T Wisdom v 
tly beon discharged from hospi ^ 
stion 156; A 65 years old male has recen n sity 
slewing a myocardial infarction, He had been 0س می یں‎ ۹ 
| during his admission, He has boon feeling very well since his ; arge. He "4 
presenta for his routine bloods, His AST and ALT are oe “ats s1 D having 
previously been normal, Which of the following action shou e taken? 
a) Maintain current dose of atorvastatin and monitor LFTs 
b) Reduce to 20mg atorvastatin and monitor LFTs 


€) Stop Atorvastatin 
d) Switch atorvastatin to simvastatin 40mg 
e) Switch atorvastatin to simvastatin 80mg 
Answer; b 
Question 157: A pregnant female in 3rd trimester of pregnancy is Suffering from 
severe nausea and vomiting. She is dehydrated, icteric and is found to have 
deranged LFTs. What is tho most likely cause of her deranged LFTs? 
a) Hyperemesis Gravidum 
b) Intrahepatic cholestasis of pregnancy 
c) Acute fatty liver of pregnancy 
d) HELLP syndrome 
e) Viral hepatitis 
Answer: © 
Acute fatty liver of pregnancy, a disorder limited to the gravid state, occurs in 
the third trimester of pregnancy and causes acute hepatic failure. With 
improved recognition and Immediate delivery, the maternal mortality rate in 
contemporary reports is about 4%. The disorder is usually seen after the 35th 
week of gestation and is more common in primigravidas and those with twins. 
The incidence is about 1:10,000 deliveries. 


The etiology of acute fatty liver of pregnancy is likely poor placental mitochond 
function, Many cases may be due to a homozygous fetal deficiency of long-chê 
acyl coenzyme A dehydrogenase (LCHAD). 

The differential diagnosis is that of fulminant hepatitis. Liver aminotransferase’ 
for fulminant hepatitis are higher (greater than 1000 


function tests in patients with preeclam 
in patients with acute fatty liver of pregnancy. 


anemia, thrombocytopenia deran 
clon ہہ میں‎ o LFTs and elevated LDH. There is a 
8 


A, HELLP syndrome — — — 


5 Eclampsia 
pre-eclampsia 
d Thrombotic thrombocytopenic 4 
e) Acute fatty liver of Pregnancy TPura 
answer d l 
/ Microangiopathic hemolytic Enea 
a and thrombog 


in all patients with TTP and Hiostipah ytopenia M. 
HUS, the platelet count romaine with HUS: i are Presenting signs 


rina i 
ا‎ € normal range. Subset of patients with 
5 : 

the original pentad of findings (Mi TMA manifest all components of 
thrombocytopenia, fever, kidney di : | 
Bibunalities). y disease, and neurologic system 
Most patients (especially children) wi 

| i ) ith HUS have 

illness. Neurologic manifestations, including heads ane 


seizures, paresis, and coma may result fri iti i 1 
, om deposition of ii 
cerebral vasculature. 5 08 7 


Question 159: Theophylline plus erythromycin can cause 
a) Arrhythmias 
b) Heart block 
c) Renal failure 
Answer: a 
Question 160: Young lady presented with acute ischemic stroke. She is febrile, 
clubbed and has palpable spleen. Echo confirms small vegetations over mitral 
valves. CT brain shows large ischemic stroke. How will you manage her stroke? 
3) Start Heparin 
b) Thrombolyse 
€) Aspirin plus antibiotics 
d) Aspirin plus heparin 
€) 5.Do nothing for stroke 
Answer: c 
on 161: In a patient with isol 
ich of these historic findings wou 
4) Calcium gallstones 
b) Cryoglobulinemia 
©) History of gout 
: Spherocytosis NT 
2 Recurrent long-bone pain 


ated unconjugated hyperbilirubinemia, 
Id be unlikely? 


er: a 
` | 


212 Wisden, 
Question 162: Obese man with sleep apnea and severe respiratory distress an N 


hypercapnia next step? 
a) Endotracheal intubation 
b) Positive mechanical ventilation at peep 10 
c) Oxygen 100% 
d) Inhaler B2 agonist 


Answer: C 
Question 163: Patient with Tuberculous pericarditis. Select best answer fo, init 


treatment 
a) INH,Rifampin,Ethambutol,PZ 
b) INH,Rifampin,Ethambutol 
c) INH,Rifampin,PZ 
d) INH,Rifampin 

Answer: a 


Question 164: A 60 years old woman presents with generalized edema, skin 
ulceration and hypertension. Urine examination shows sub nephrotic 


proteinuria (<2gm) and microscopic hematuria. Serum complement levels are 
decreased and she is positive for anti-hepatitis C 


antibodies. The likely diagnosis is: 
a) PSGN 
b) Essential mixed Cryoglobulinemia 
c) Membranous proliferative glomerulonephritis 
d) Focal segmental glomerulosclerosis 
Answer: b 
Question 165: A previously healthy 26-year-old man presents with a 3-week 
history of abdominal pain and arthralgia. On physical examination, 
hypertension and palpable purpura of the lower 
extremities are found. Urinalysis shows hematuria. What is 
the most likely diagnosis? 
a) Henoch-Schónlein purpura 
b) Cryoglobulinemia 
c) Vasculitis 
d) Rheumatoid vasculitis 


€) Systemic lupus erythematosus 
Answer: a 
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POOL or STATIONS (2013-16) 


Section A _ ECG 
| station 1: 
What are findings in this ECG? 


ECG findings 


i) Large S wave in lead | 
ii) Q waves in lead III 
iii) Inverted T waves in lead III 


i.e S1Q3T3 which occurs in 12-50% of people with pulmonary embolism. 


Station 2: 
1. Diagnosis and findings? 


- 7 à db 


jl 


8. 2-2 out' ST segment. 
ECG showing Digoxin toxicity with geb 
ECG FINDINGS IN DIGOXIN TOX! 


á 


Wisdom « 
un 

2 i) Down sloping ST depression (reverse tick) 

i 

ii) Flattened or inverted T waves 

iii interval m" 

: ا حم‎ e bigeminal or trigeminal rhythms, ventricular bigeminy 

iv) IT i 
Station 3: 


Sick Sinus Syndrome 


ECG shows 
i) sinus bradycardia with HR 56 bpm 
ii) Sinus arrest 


SICK SINUS SYNDROME 


Also called sinus dysfunction or SA node disease is a group of abnormal heat 
rhythm caused by malfunction of SA node. 


Tachycardia-bradycardia syndrome is a variant in which arrhythmia alternates 
b/w slow and fast heart rate. ECG may show 


i) Inappropriate sinus bradycardia 

ii) Sinus arrest 

ili) SA block | 
iv) Prolonged as 
v) Atrial flutter 


vi) Ectopic atrial tachycardia 


ystolic period after a period of tachycardia. 


کر SE st merc‏ ےہ سے 


; Á broad QRS complexes, R wave in lead V1 and slurred S wave in lead 
axis devation l.e. Left hemiblock 
RBBB+Left hemiblock = Bifascicular block 


f Friedreich ataxia with HOCM) 


m i 


ECG IN HOCM 
Left ventricular hypertrophy 
ye T wave inversion 


) 
ñ) Progressi 
iW) Deep O waves 
iv) A fib may occasionally be seen 
ASSOCIATIONS OF HOCM: 


Fredrich's ataxia 


i) Wolf Parkinson White syndrome 


Station 6: 
What are ECG findings and Diagnosis? 


PIS,‏ 9 و 


ECG shows 


ST segment elevation in V1-V4 with reciprocal changes in inferior leads 
ie., M, MI, AVF 


these findings indicate an anterior wall MI 


AVE‏ | — ساد 
e — ۰77‏ .جا 
"Bo = i |. V AVL 68‏ 
Tall R waves in V1,‏ | 


n7: v 


' f0 
station 
| LV aneurysm 


ido .ایی‎ 
Speed: 25 m/sec Liab, 10 کے‎ 


ECG showin 


| 
9 
1) ST elevation in V2,V3,V4 
Il) Well formed Q waves 


It) Low amplitude T waves 
These findings suggest an old anterior MI. 
NOTE: 
Persistent ST elevation seen »2 weeks following an acute MI suggest LV aneurysm. The 


isto have a 
only way to be sure that ECG changes present are from an LV aneurysm is 
Pene history of a prior MI and cardiac imaging to document the presence of an 


aneurysm. 
b. shape of the ST elevation is also relatively unique and has been described 


as ‘coving’. 


Completer heart block‏ تو 


__ Wisdom 
Lead ۱۱ ECG shows 


i) Narrow QRS complexes 
ii) P wave not related to QRS complexes (PP interval and QRS interval both Constan 


means atria are disconnected from the ventricles) 
iiif&radycardia n 
ivJQRS complexes representing an escape rhythm arising from the ventricles. 
This this lead II is demonstrating complete AV block. 


Station 9: 
Trifascicular block 


Findings: 
Right bundle branch block 
Left axis deviation (Left anterior fascicular block) 
First degree heart block 


Station 10: 
WPW syndrome 


Short PR interval 
Wide QRS com i 
plexes with a slurr 
i n "n n ed u m 
En iris deviation - if R sided نہ‎ ۴ ; 
Right axis deviation — if L sided accessory er 


PEREG 
CREE EEH 
ERE 


Station 12: 
Hypokalemic changes 


Prominent "U"wávés' in Hypokaletm.r- 


s 1 | 

m 1 LII 

wi id LAE 
A j 


Î) Inverted T waves 
il) Large U waves 


Indicate hypokalemia, 


ECG Findings associated with Hypokalemia 
i) Flattened or inverted T waves 


i) U waves 

ii) ST depression 

iv) Wide PR interval 
Station 13: 


با ج اہ 
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222 : 
ection B - PICTURES = 
Station 1: 


Subungual fibroma (Tuberous sclerosis) 


(Small fleshy tumors that grow around and under the toe nails and finger nails 
and may need to be Surgically removed if they enlarge or cause bleeding 


Rare in childhood but common in middle age 
Toes involvement> fingers, more common in females than males 
Seen in tuberous sclerosis but may be induced by nail bed trauma. 
Also knowns as Koenen's tumors.) 
Station 2: 
What are findings and association? 
Picture of hand showing short fourth metacarpals 


(Pseudohypoparathyroidism) 
Type 1a psudohypoparathyroidism is Clinically manifested by bone resorption and 


ian eee 


8 
pi 
NU 


w 


os — 
^ h 
punting of 4" and 5" knuckles of han j 
js is most notable when tho dorsum of | تحت‎ 223 
" H » 10! PM  ہ ہے‎ 
tation is known as ‘knuckle k land is vie, 
resen Ickle knuckle اعت ا‎ T 
station 3: > dimple' sign of « AS oid This 
bald s sign’ 


gilateral Xanthalasma 


(Sharply demarcated yellowish deposit of fat underneath the skin usually on or around 
the eyelids. 
Neither harmful nor painful 
May also be seen without lipid abnormality.) 
Management of Xanthelasma: 
i) Surgical excision 
ii) Topical trichloracetic acid 
ii) Laser therapy 
iv) Electrodessication 


Station 4: 
Ehler danlos syndrome 


pile joints: 


Individual with EDS displaying YP 


unt of collagen 


۷5١,۰ 
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Station 5: 
Roth spot 


Retinal hemorrhage with white or pale center indicating Roth spots. 
This is caused by immune complex mediated vasculitis often resulting from bacteria 


endocarditis 
Conditions in which Roth Spots may be observed: 

Leukemia 

Diabetes 

Subacute bacterial endocarditis 

Pernicious anemia 

Ischemic events 

Hypertensive retinopathy 


Station 6: 
Hypertensive retinopathy with different findings 


5 


tation T: 


piabe 


tic retino 
a 
$ pathy with di 
it fferent fin 
[ 


lings 


D 
labotic Retino; 
pathy 
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Station 8: 
ERCP showing Ch 


olidocholithiasis 


This is fluoroscopic image of CBD stone seen at the time of ERCP. The stone is 
impacted in the distal CBD. A nasobiliary tube has been inserted. 


INDICATIONS OF ERCP: 


... DIAGNOSTIC 


THERAPEUTIC 


| Obstructive jaundice 


endoscopic sphinterotomy 


Gall stones with dilated bile ducts 


Removal of stones or other biliary ders 


Indeterminate biliary strictures and 
suspected bile duct tumor 


Insertion of bile duct stents 


Sphincter of oddi dysfunction 


Dilatation of strictures 


| Suspected injury to bile ducts 


Station 9: 
RA (Prayer sign) 


Prayer si 1 7 e 
pa pU Wrist flexion and extension. Patient is unable to approximêt® : 
© Phalangeal joints while pressing their hands together. 


1 


x 


ushing of T 
' lace 


Lr 

zation 40: 

quie with history of diarrhea and f] o m 
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What is Diagnosis? 
Carcinoid syndrome 


What is role of octreotide? 
Octreotide reduces the amount of the 


growth factor produced and, thus, theoretically 


impairs growth. 


Intermittent and continuous i 
obtained with the latter moda 
plasma insulinlike growth factor 
releasing hormone (GHRH). 


The availability of a long-acting 9 
eliminated the need for i 


In 


alteration i d during th 
nduce or orosenie no fo 


to 
to 


Although experience 3 
s 
adults. Adverse € ts include #4 al irritation at the | 


nfusions of octreotide have been reported. Superior results 
t can result in near-normalization of the 


lity. Such treatmen 
| and partial suppression of plasma growth hormone- 


analog that can be given once a month has 


omatostatin 
r day, with equal efficacy. 


2-3 times ام‎ 
se of octreotíde is reported. However, receptor 


id tumors. long-e 5 à 
of this agent requires consecutive drug dosage increase 
Í, well-designed study has been performed 


odality of therapy- 


injections 


metastatic carcino 
control the symptoms: P this m 
systematically measure the effects of 
effects in chi 
nd steato! 


laren have been similar t i 

P nd adverse e rto those in 
limit nes a rrhea, which may sometimes require 
njection site is a common 


_ Loe : à 
replace cis must be weighed against the potential benefits. 


pancreatic 7 e 
complaint. These adver? 


Section C - Instruments 


Station 1: 
Peak flow meter 
Q. Method to use and clinical uses of peak flow me 


ter? 


Station 2: 


Blood bags (asked for ingredients of different blood ba 
are always written on bags) 


gs: Hint Look closely ingredients 
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Per les o وو‎ -- x 
7 ption 3: 
) 0 6 


7 p Demonstrate how to do funduscopic examina 
ation? 


Station 4: 
Abraham pleural biopsy needle 
Q Method of pleural biopsy and indications? 


zm 
lients 
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Station 5: 


CVP line 
Q. Indications and names of different parts? 


\ ۷٦ 


MS 


NE 


Station 6: 
Insulin syringe 


Wi 


Q. How to use these syringes and different types of insulins and their side 


effects? 


ion 1* : 
n 
je (Paget disease) 
y ray 


Station 2: om 
‘ray of hand:(Hyporparathyroid 
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te Som * 
Station 3: Er 


X ray chest: Bilateral hilar lymphadenopathy 


Station 4: 


X ray chest lateral view: pericardial calcification 


eS نا‎ 


| station 1: ۱ 
-T abdomen Hepatic and Pulmonary cysts 


| 
۱ xi. e 


Station 2: 
CT brain with SOL 


234 NS 
Station 3: 
CT brain with CVT 


Station 4: 
CT brain showing Subarachnoid Hemorrhage 


Advanced inflammatory cancer of the right 
breast invading into the chest wall 
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Wisg, 
lo 
— Sui 


Station 6: 
CT brain with ICB (X ray chest showing metallic valve, patient on Warfarin) 


| 
| 


or 
“IB, 
4 rain with IV contrast: superior 5٤ 


-unseling Stations 
0 


i 0 

stroke 
, Smoking cessation 
, Homochromatosis 


. Wilson disease 


TOACS 
Station 1a: September 2016 
Apregnant female prese i 
preg ale presented with headache "T 
Questions: , vomiting and right sided weakness 
3) What is diagnosis and findings? 


)Write d 3 
down furthe vestigation, that yol will carry out in this pa t 
\ ٤ lient? 


Answer: 


4) 
y delta sign 


5is S ampt: 
ygittal sinus thrombosis showing ۳۲ 


T 


an M. 
Magnetic Resonance Imaging (MRI) with MP. Vere 

Diagnostic modality of choice 

MRI may demonstrate hyperintense signa 


MRV may demonstrate absence of flow 


Station 1b 

A young female presented with fever, weight loss and both leg woakne T 
Questions 

1) Whial is diagnosis and findings’? 


b) Write down further investigations, that you will carry out in this patient 


Anawer 


a) 


Plethora of collections f 


۱ 4 consequence of the spondylodiscitis are evident - the 5° 
called ‘cold abscesses’ of TB, with intense ring enhancement 
Potts disease 


b) 
Further investigations to Support the diagnosis other than baseline 5 بت‎ 


microscopy and culture of infected material 
synovial biopsy 


Xpert MTB/RIF assay 


Station 2: 
A 12-month pregnant female comes to OPD. She is HBsAg positive 


a 


| mm manage? See 
b) When you will give her treatment? 
8۹ what are precautions for delivery an 
answer, See section Hepatitis B guide| 
3: 
ı60 years old male looks pale, sallow appearance, Bp: 
Questions: , BP: 180/100 mmHg 
a) What history you will take from him? 
Answer: 
History of diabetes, HTN, Drugs, Hakeem Me 
(exertional and PND) decreased UOP, family h i 
i , family history of renal d 
occupation, personal history i.e smoking, body mone Ai al diseases, 
b} What further investigation you will advise? 
Answer: 


Serum urea, creatinine, eGFR, complete blood picture, serum sodium, 
potassium, calcium, phosphate, iPTH, serum ferritin, TIBC, serum iron. Urine 
C/E, ultrasonography, renal biopsy if indicated 


1) What are dialysis indications? 
Answer: 
Intractable acidosis, 


d breast-feed; 
ines eeding? 


dications, Renal Stones, SOB 


electrolyte disarray ( K+, Na+) 


intractable fluid overload, 
usea, seizure, pericarditis, bleeding, 


Encephalopathy) 
uremic symptoms (na 


Station 4:a Picture 
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Diagnosis: adenoma sebaceum (Tuberous Sclerosis) 
Questions: 
a) It is AD or AR? 
Autosomal dominant disorder 
b) What are 2 other conditions associated with it? 
Shagreen patches 
Periungual fibroma 
Station 4:b 
ECG 
Questions: 


— Min, 
E LS 


ت ل ےم pon‏ 


D * 


re ke ees 0 t‏ تہب 
BSD sie Aii‏ ہی "n BEEF‏ 


a) What are findings and diagnosis? 
Right bundle branch block 
Left axis deviation (Left anterior fascicular block) 
Third degree heart block 
Trifascular block 
b) What is treatment for this? 
Pacemaker 
Station 5: 


A young female presented in ER with ASOC with GCS 9/15. After few hours GCS 


dropped to 6/15. CSF analysis shows increased osis: | 
MRI brain shows multiple inflammatory infiltrates ieee omnes! 


a) What is diagnosis? 
Acute disseminated encephalomyelitis (ADEM) 
b) What further investigations you will carry out? 
Magnetization transfer MRI 
SPECT scanning 
Nuclear magnetic resonance Spectroscopy 
EEG 


"E ou will manage? ہے‎ 


eee dose of IV = 
i ose o ic i 
g E Corticosteroids l.a. methyl 
dexamethasone are the 19 line Rx Y'Prednisolone or 
Alternative therapies: Plasmapt l 
: plasmapharesie pi 
and cyclophosphamide. PYaresis, high dose Of IVIG, mitoxantrone 
station 6: 


ears old male presented to you with ; 
00 On labs RFT are deranged, vasculitic lesions on log. Ho is HCV 


What is your diagnosis? 
Cryoglobulinemia associated with HCV 

How you will treat? 

(See section Hepatitis C treatment) 


What are latest guidelines for HCV treatment for genotype 3 and 27 
(See section Hepatitis C treatment) 


Station 7: 
A35 years old female presented with history of pruritus and jaundice. On 
examination she has, nodular lesions on legs and hepatosplenomegaly. She has 
history of oral ulcers and loose motions occasionally for last 2 years. 
Questions: 
a) What are lesions on legs? 
Erythema nodosum 
b) What are other causes/associa™ 
medications (sulfa-related drugs, bi 
Strep throat 
Cat scratch disease, 
fungal diseases, 
infectious mononucleosis, 
Sarcoidosis, 
Behcet's van ol diseases (crohn's d 
3. Meri cause o rv opal ia E ae 
i ht tha ve been 
prunis Patio e m prs disease with PSC) 


lief fr | 
some re 30 i 
enyn diagnosis d 


"ao 


ciation of these lesions? 
rth control pills, and estrogens), 


isoase and ulcerative colitis) 


a) What is diagnosis? 


Multiple myeloma 


b) What is diagnostic criteria? 


7 


ple myeloma is defined as smoldering (asymptomatic) or active (symptoma 


Criteria for smoldering multiple myeloma are as follows 


International M 
that 


M-protein in serum: IgG 23 g/dL, IgA <1 g/dL or 
Bence-Jones protein »1 9/24h and/or 


Bo 


ne marrow clonal plasma cells 210% 


۱ xer Calc 
Jl'iple myeloma has been diagnosed using the CRAB criteria (hype 
failure, Anemia, Bone lesions) for end-organ damage, as follows 
Calcium »11 


Creatinine 


5 mg/dL (»2.65 mmol/L) 
^2 mg/dL (177 ۷۷۰۵۱۷۱۲. or more) 

<10 g/dL or 2 g/dL «nor 
۶ 08160penic bone disease 


Hemoglobir 


i mal («12.5 mmol/L<normal) 
ytic € 


i 
yeloma Working ( 


i 
roup 
۷۸۷ require therapy 


mye” 
added the following criteria for multiple ۱ 


T 
joe 1 


Bue ner ٦ plas; 
nus 


livelved/untmu 

۱۷۵۷۵۲۷ "hm f 5) 8801 

Abnormal ۱ ۷۸۷۷ raa ligi 
ng 
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Won xf 
7 


atic) 
Questions 
3) Findings ? 
Air in pleural cavity(Hyper lucent area in right upper and middle zone 
Air fluid level 
b) Diagnosia? 
cem Hydro pneumothorax 
Stati 
on 9: 
J back, He is 
8 Young malo presented to you with history of 0 ا‎ pue 
| leeding from gums, Labs show deranged RFT, LFT à 
| Questions. out? 
0 
| ` ®) Tell further investigations that you will carry 
à ` lime 
eio" | Bleeding time, Whole blood Clotting 
P and D Dimers 


| Fibrinogen and FD 


Urinalysis for myoglobinurea 
LFT, RFT, CBC 
PT/INR 

b) How you will manage this case? 
Reassurance 
Immobilization of affected limb 
ABC assessment and resuscitation 
Antivenom therapy 


Station 10; 


A young male presented to you with suspected PTB because of cavitatry loci... 
on CXR. He developed hemoptysis recently. His labs show Creatinine 2.5 ang : 
urine examination many RBC 


Questions: 
a) What is your diagnosis? 
Wegner granulomatosis 
b) Tell further investigations? 
CBC with ESR and CRP, c-ANCA, p-ANCA, CT chest, Tissue biopsy from a si: 
of active disease for definitive diagnosis 
. €) How you will treat? 
For induction of remission: 
Cyclophosphamide with high dose glucocorticoids ( standard criteria) 
Rituximab with high dose glucocorticoids 1 


Plasma exchange may be considered in patients with rapidly progress 
renal disease in order to preserve renal function. 


Maintenance of remission: 
Azathioprine (2mg/kg/day) 


Methotrexate has been used for the maintenance of remission if $" 
creatinine level is less than 1.5mg/dl. 
d) What is latest drug for treatment? 


Rituximab 


m 


Station 11: 


$ 
25 years old female presented in ER with history of SOB, fever and wal 


— toxic, ill looking. On examination $1 is normal and MDM audible at 


Questions: 
a) What is your diagnosis? 
Atrial myxoma 


r investigations? 


Gically remo 
ml Ved. Some ati 
Can be done during boa 


_ valve replacement. ۱ 
also need m 

tr. 
e Surgery, "al 


syndrome 
ditions predispose it? 


high cell turnover rate, rapid growth rate and hi i i 
] gh tumor bulk i.e. burkitt 
a, NHL, ALL, AML, CLL, CML i 


nts with renal insufficiency, dehydration, or other issues affecting urinary 


ill manage hyperkalemia? 
potassium from IV fluids. 


potassium and remove ۱ l 
lus insulin to promote redistribution of 


Infusion of glucose p ) n 
pec to IC ES IV Ca gluconate as cardioprotection for K levels 


à : 
therapy. oral potassium exchange resins should be given because 
ectiveness of acute Rx. adm 


TOACS - May 15, 2017 


Station 1a: 
CT Brain with IV contrast: mixed density SOL 


Questions: 
a) What are its causes? 
Primary or Metastatic brain tumors from lung, breast, melanoma, 


cancers. 
Trauma (subdural or extradural hematomas) 


Inflammatory (abscess, tuberculomas, granulomas) 
Vascular (aneurysms, AVM, stroke) 

b) Write down further investigations, that you will carry out in this patient? 
Routine laboratory studies (CBC, ESR, LFTs, tumor markers etc) 
MRI brain 
MR angiography 
CXR or mammography to find out primary tumors. 


Station 1b: Picture 


A young female with headache and vision loss 
Questions: 
a) What is diagnosis? 


Optic atrophy 


o 


B 
$ à Write dawn its LESN 


Station 2: 
A 30 years old male known e 
jint pain (There was Pleture 1۱ 
Questions NY aoromogaly futuras) 
a) What کا‎ diagnosis? 
Aoramegaly 
D What further investigations YOU Will carry out? 
5 ! (most sensitive lab est for the diagnosis of ae magaly) 
GH suppression test following an oral 0 load 
MRI Brain 
©) Now you will manage? 
Medical management: 
Somatostatin analogues: Oetreotide or | 8017٦ 
Dopamine agonists: bromocriptine or e abergalive 
Growth hormone receptor antagonists Pegvisanant 


Surgical management: 
Endonasal tranaaphenoidal surgery 


Station 3; 
ith pain RHO, abdominal distention, There ts 
ti sonata peta sine Loe show panoylopenta, deranged PT/APTT 


history o 
and LET 


Questions: 


3) What is diagnosis? 


2 àyndpome 
PNH leading to Bud Chlar ayt yeu? 


b) What further investigations you ا‎ ut ہے کو‎ 
(۱۲۵۵٥۱۱۷۸۱۷, multi deter Y 
La eyes Flow eytomelry for PNH 


? 
¢ age thia cane m 7 
زیت‎ vag M سم‎ "0.۲ 
real 


of eholee for PNH, 


dom y 
0 


+9۹۴۳ 


a Angioplasty stenting 


(Dress congested liver 


Questions: 
3) What is diagnosis? 

Dermatitis Herpetiformis 
b) What 2 investigations you will carry out? 


Anti-tissue transglutaminase antibodies 


HLA haplotypes t testing HLA DQ2/DO8 
Small bowel bio 0 


n 


Ser, | N 
mts سر‎ 4b: X ray Chest 


gion 


Questions: 
What are findings and diagnosis? 


۶ Homogenous opacity in right upper radiological zone with rib erosion 
(Pancoast Tumor) 


b) Tell one extra pulmonary sign in this disease? 
Horner syndrome, arm weakness due to brachial plexus involvement. 


& 


Questers: 
2 Whet ا پوت دو‎ 
> ECGofinfenor weil MI 
bj) What is best treatment for this? 
PO ss the treatment of choice for STEM! if it can be performed in a limely 
menner ideaily within 90-120 mints of contact with a medical provider 
cj What is alternative treatment option.? 
Thrombolysis with tissue plasminogen activator, reteplase, Streptokinagy 
tenecteplese. 


n 
k 
n 


A] 
L 3 i YE 
bbb. 404 ee 
LIT +4 "T1117 
PES: t ELT SERE a 
ج‎ i EEN: $ Hn 
ہے‎ $ i : noraa 
iL : AUACDAT ERU: | 
= T ra MS 
ILI 3 azes | MN 
5288 iy 
I LIT 
23 A 18س ۵۵ ۴ ئا کا‎ 
£ i ۸۵ 
in LEER N, 
M $ AA یب‎ Bee 
Z 114 11 
PR Depression 
Questions: 


2) What are 4 findings and diagnosis? 
> Acute Pericarditis 
7 (4 findings highlighted in picture) 
b) What investigations you will carry out? 
CBC with CRP 
Cardiac enzymes 
CXR 


EN 
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station 6: 
70 years old female presented With f 
neralized lymphadenopathy, 
7 70 % lymphocytes, 
» What is diagnosis ? 
, CLL 


b) What further investigations you will 
CBC (for anemia 


atigue 


and tiredne 
hepatosple 


55. On examination, 
nomegaly, |. 


abs: show TLC of 50,000 


Carry out? 
and thrombocytopenia) 
Peripheral blood Smear on which smud 

Immunohistochemistry for CD 
¢) How you will manage? 


Depends on the stages, 


ge cells are seen 
5 and CD20 


For Stage 0 (only elevated WBC), stage 1 (lymphadenopathy), and stage 
2 (hepatosplenomegaly) there is no treatment 


For stage 3(anemia) and stage 4 (thrombocytopenia) treatment with 
fludarabine, cyclophosphamide and rituximab 


Station 7: m 1 
45 old male presented with history of joint pain, stiffness. Distal IP. joints also 
involved. On scalp there is rash. 


(there was X ray of hand on table) 


252 
a) What is your diagnosis? 
Psoriatic arthritis 
b) What is Kobner phenomenon? 
When skin injury happens, lesions develop around the site of injury 
These lesions are just like the shape of injury. For example, for cuts it will 
be linear. 
c) What are X ray findings? 
X ray findings in psoriatic arthritis are pencil in a cup deformity, bony 
erosions and irregular bone destruction. 


wisdom Serie, 
— i 


Station 8: 
An IV drug abuser presented with history of neck weakness, headache and 
opthalmoplegia. He is tacypnic and there is wound on leg. 


Questions: 
1.a) What is diagnosis? 
Botulism 
2.b) What further investigations you will carry out? 


Isolation of toxin from serum, wound cultures, EMG to localize the 
disorder to neuromuscular junction. 


3.c) How you will manage? 
Debride the wound site 
botulism antitoxin 
High dose penicillin 


n Station 9: 
A female presented after C-section due to failure to lactate. There is history of 
HTN in pregnancy. On labs prolactin level is decreased. Questions: 

a) What is diagnosis and its mechanism? 


Sheehan's syndrome, also known as postpartum pituitary gland necrosis. * 


hypopituitarism caused by ischemic necrosis due to bl Pu 
: ood loss and hypovo 
shock during and after child birth. d 


b) Tell further investigations that you will carry out? 


Hormonal assay: there may be low level of T4, TSH 1 
; , Estrogen, Gonadotropin. 
Cortisol and ACTH depending on the extent of necrosis : 


MRI of the pituitary and hypothalamus: E 
pathologies. yp mus: this helps to exclude tumor or othe! 


c) How you will manage this case? 
Lifelong hormone replacement therapy for the hormones that are missing. 


Will 


is 


Tonos 
tation 10: 253 
A former presented with history 


hea, vomiting for ta 


f unconscio 
of one episode o USNESS, Labs sh St 5 days, History 
10,000 Ow PH 7.2, PCO2 42 and TLC of 
questions asked: 


a)What is metabolic abnormality? 
Most probably Lactic acidosis? 

p) Tell further investigations? 

c) How you will treat acidosis? 


(48 Scenario was not very clear) 


Station 11: 


50 years old male presented with Severe epigastric pain radiating to back and 


vomiting. On examination he is dehydrated, tachypnic with PaO2 40 mmHg on 
FiO2 of 60%, 


Questions asked: 
a) What is your diagnosis? 
Acute Pancreatitis with ARDS 
b) Tell further investigations? 
Chest X Ray 
Serum amylase and lipase 


ABG ۱ Bh 
All base lines, Serum glucose, serum calcium, fasting lipid profile 


USG abdomen to look for stone or rule out any other pathology 


CT abdomen 

Echocardiography 
£) How you will treat? 

Oxygen 

Fluids 

Drugs to 

Prevent and treat infections 

Relieve pain and discomfort 

Prevent blood clots in the leg 

Minimize gastric reflux 

Sedate k 


s and lungs 


i». |‏ ل 


t 


m c سے+ےو ي‎ 


Station 12: 
A young male IV drug abuser, presented with history of fever for last 2 week. ^ 
examination there is systolic murmur left lower sternal border. 


Questions: 
a) Diagnosis? 
Infective Endocarditis right sided 
b) Which valves is involved? 
Tricuspid valve 
c) How you will manage this case? 
High dose antibiotics for 4-6 weeks depending upon the characteristics of 
infection and causative microorganisms. 
d) What are complications? 


5. A variety of complications attributed to septic pulmonary emboli have beer 
described including pulmonary infarction, pulmonary abscesses, bilateral 
pneumothorax, pleural effusions, and empyema. 

6. Mycotic aneurysms of the pulmonary arteries may be complicated by potentaly 
fatal pulmonary hemorrhage. Multiple pulmonary emboli may result in right side 
chamber dilatation, right heart failure, and a worsening of tricuspid regurgitation 

7. The embolization of vegetation large enough to result in obstruction of 2 
significant portion of the pulmonary arterial circulation. 

8. Cardiac complications may arise as a con 
and severe tricuspid regurgitation with ríg 
dilatation, and right heart failure, 

9. Chronic right atrial dilatation be a substr: supraventricular ary 
including atrial flutter and fibra, i i m 

10. Para valvar abscess formation occurs infr. 

11. Vasculitis may complicate right sided IE, but ig Not a typical feature. 

"ced anae has boon described insight sided IE when ight atia pressure & 
5 ica niy to cause right to left shunting through patent foramen "5 

aradoxical embolism resulting from the transit 2 
acquired pulmonary arteriovenous 


Sequence of tricuspid valve destrut 
ht sided volume overload, chamber 


station 1: 
j7 years female with 2 months histo i 
and rash on body. ANA and RA f ry of hi 


piagnosis: 


gh grade fever upto 103F 


actor negative, Ferritin level raised. , arthralgia 


Adult still disease 
Treatment: 
* NSAID 
* Prednisone up to 60mg/day 
= IL 1 inhibitors Anakinra or Canakinra 
= IL 6 inhibitor Tocilizumab 
Course of disease; 
Monophasic, Intermittent or Chronic 
Complications: 


Macrophage activation syndrome, fever, splenomegaly, cytopenia, 
hemophagocytosis in marrow and lymph nodes. 


Station 2: 

23 years old irl presents with double vision in the left eye, previous history of 
Parapresis 4 iai back which recovered spontaneously. Now having right sided 
leg Weakness and inability of right eye to adduct and left eye show nystagmus 


“Pon abduction. 


diagnosis: 
Multiple Sclerosis 
'nvestigation: 
Ns seats identifies new lesion 
ji i ; i se black holes, ide ; 
تہ ہا‎ about total burden, total number of lesion 


t : PES 

o T2 weighted image: In ex 
ked potential. 1 

Visual, Auditory and somatosensory evo aS er, 


CSF: Mild lymphocytosis, decreased proteins, 
m isolone 1g daily for 3 


| predn 
و‎ Bo to 80 mg for 1 week. 2 


i ith M 
Ise Steroid Therapy wi ۱ 
days Fingolamod, Interferon 


days followed by oral pae MER) 
» Preventing relapse; Glatiram 


beta, Natalizumab, 


256 dom Ser, 
* Symptomatic therapy; 
* Supportive care, Physiotherapy 


Station 3: 
41 years old obese female complains of headache and day time somnolence, Her 
husband complains of night time snoring. 


Diagnosis: 
Obstructive sleep apnea 
Investigations: 
* CBC; erythrocytosis 
* TFT to exclude hypothyroidism 
* Overnight polysomnography including 


= ‘ECG, 
= Electro oculo graphy 
“EEG; 


Li Electromyography, 
* Pulse oximetry, 
= Respiratory effort and air flow. 
Treatment: 
= Weight loss 
* Avoidance of alcohol and hypnotics 
* Nasal CPAP at night 
* Mechanical oral devices 
. Uvulopalatopharyngoplasty 
* Tracheostomy 
Complications: 
* Arterial hypertension 
* Depression and intellectual deterioration 
* Impotence 
* Pulmonary hypertension 
* Cor pulmonale 
* Secondary polycythemia 
Station 4: 


^ لا‎ pregnant femalo presents with SOB and orthopnea. On et 
lema, raised and basal cropitations, Pulse 120/m BP 110/70 m 
and ECG shows sinus tachycardia R j 


Diagnosis: À 
Peripartum cardiomyopathy oP eT 


ECG 
* Echo 
BNP ang pro BNP 
= CBC to look for anemia 
۶ RET, S/Na and K 
Management — Prop up 
Oxygen by face mask 


(Pa02 >60mmH 
* Secure |v line 9) 


* IV loop diuretics: Lasix 40 mg boluses 

* Sublingual ۷ nitrates 

* Sotalol if atrial or ventricular arrhythmias develop 

= Anticoagulation 

=" In life threatening cases ECMO can be used 

* Discourage further pregnancy if EF<55% ; 
Station 5: Young male with history of heavy alcohol Women ںی‎ 
blurring of vision. ABG shows metabolic acidosis wi 
gap 


Questions asked: 
4) What is your diagnosis? 
Methanol Poisoning 
Û) Tell further investigations? 
اتد‎ ieved afte 
Serum methanol level, peak levels "er with it 
crea 
Serum amylase to rule out pan 00 
Visual evoked سیت‎ S especially putamen 
basa 
MRI brain: Methanol affects 


How you will treat? 


r 60 minutes 


Admit in ICU 
Oxygen 
Bicarbonate replacement 

i | level 
V Fluids Jo Fomepizole and f serum methanol 
Antidote therapy using ethano al 75 


Y visu 
'*modialysis and patient has 
Sreater than 20 mg/dl 


258 Wisdom l 
dom Ser, 


Station 6: Young male presented with fever, cough with Sputum for 3 da 
On CXR consolidation on right lower zone. Labs show Ph. 7.0, HCO3 لیم‎ 
BSR 256 mg/dl 4 
Questions asked: 
a) What is your diagnosis? 
DKA precipitated by CAP 
b) Tell further investigations? 
Sputum for Pyogenic, Gram stain and culture 
CBC, S/E ۲ 
Blood /Urine ketones levels 
CT brain to look for cerebral edema 
ECG 
c) How you will treat? 
Oxygen 
Antibiotic cover for CAP preferably Quinolones 
N Management of DKA: 
A comprehensive flow sheet that includes vital signs, serial laboratory data, anc 
therapeutic interventions (eg, fluids, insulin) should be meticulously maintained 
Plasma glucose should be recorded hourly and electrolytes and pH at least every 
2-3 hours during the initial treatment period. Bed- side glucose meters should be 
used to titrate the insulin therapy. The patient should not receive sedatives or 
opioids in order to avoid masking signs and Symptoms of impeding cerebral 
edema. 
1.Fluid Replacement 


Use 0.9% ("normal") saline unless the serum sodium is greater than 150 رحس‎ 
when 0.45% ("half normal") saline solution should be used. The volume status 
should be very carefully monitored. 
۷۷۲١١ blood glucose falls to approximately 250 mg/dL, the fluids should ie 
changed to a 5% glucose-containing solution to maintain serum glucose in 
range of 250-300 mg/dL. 

2.Insulin Replacement pes 
Immediately after initiation of fluid replacement, regular insulin should be ate 
intravenously in a loading dose of 0. 1 unit/kg as a bolus to prime the tis 
insulin receptors. 


omm the initial bolus 
7 0 


Intra 

sly infused [em 
tinuous 

con 


ai 


Í 2! 

( rly a S udin 18 low ag 0 1 UNIUKG/H are 
ficient to replace the InSulin dey CILIN Mo tp TM Muse ular Injection this is 

pe lin dose should bo Adjusted tok Wer th 

0۵ (2.8-3.9 mmol/l ) gluco 

50- 


90 Concentration | 

ssium 

3 pota | body potassium loss f, 
p^ However, because of 
20 as a consequence 
sp 


)y about 


om polyuria 2 88 high ag 200 
Shifts into the extracellular 
Of acido: , Serum Potassium je 

i IS IS 

e acidos 

As th 


Corrected, Potassium flows 
velop if potassium replacement i. 
lemia can deve 
hypoka 


back into the ¢ 
the patient is not uremic and has an ec 
If 


ells, and 
? hot instituted 


1dequale Urinary output potassium 
j - : should be infused during the Second and third 
i oses of 10-30 mEq/h shou c d and 
ES ooo: therapy as SOON as the acidosis Starts to resolve ang 
urs a ! 
ad potassium become low 


Station 7: 


260 


Findings 
CT brain with ring enhancing lesions 
DD 


v 


d/d for multiple ring enhancing lesions 


T = Tuberculoma 
N- Neurocysticerosis 


M - Metastasis, MS 

A - Abscess (also cerebritis) 

G - Glioblastoma, Granuloma 

|» Infarct (esp. Basal ganglia) 

C - Contusion (rare) 

۸۰ AIDS (Toxoplasmosis, etc.) 

L - Lymphoma (common in AIDS ) 


D - Demyelination (active) 
۰ Resolving hematoma, Radiation change (necrosis) 


Station 8: 


Vi 
Wi 
0ل‎ s 


"-— id ] 
| o Md 
^ Sep jr 


cw [MES )وپ‎ O 
gest radiograph shows widening of x رر‎ SS 
differential ao fora Mediastinal ma num 
pmoma, germ aeu (usually a teratoma) 7 like this Would inclug 
۱۵ thyroid enlargement یس‎ 


station 9: 


nat is your diagnosis? 
Erythema nodosum 
are causes of it? 


7 Wn. 
0% of cases, the cause of EN is unkno recipitant 
1 5 
most common pi 
Ptococcal infection which, in children, is by far the 
coccal infe , 


Pstein-Barr virus 
Idioides immitis (Valle 
atch disease 


y fever) 


262 En Sen, 
Autoimmune disorders, including 
Inflammatory bowel disease (IBD) 
Behcet's disease 
Sarcoidosis 
Pregnancy 
Medications, including 
Sulfonamides 
Penicillins 
Oral contraceptives 
Bromides 
Hepatitis B vaccination 
1 Cancer, including 
0 | Non-Hodgkins lymphoma (NI IL) 
a Carcinoid tumours 
3 Pancreatic cancer 
| 1 b 
|| Station 10: i 
4i ۷ 60 years old female diabetic and hypertensive and having hyperlipidemia presents $ 
| with absent indirect light reflex in right eye. 


"EL Questions asked: 
a) What is your diagnosis? 
| 3" nerve palsy 
| b) What is pathway of light reflex? 
The pupillary light reflex neural pathway on each side has an afferent limb and 
two efferent limbs. The afferent limb has nerve fibers running within the optic 
nerve (CN II). Each efferent limb has nerve fibers running along the oculomotor 


| nerve (CN Ill). 


The afferent limb carries sensory input. Anatomically, the afferent limb consists ^ 
the retina, the optic nerve, and the pretectal nucleus in the midbrain, at level of 


Superior colliculus. Ganglion cells of the retina Project fibers through the optic 
nerve to the ipsilateral pretectal nucleus. 


ma efferent limb is the pupillary motor output from the pretectal nucleus to the 
1 


Each Edinger-Westphal nucleus 
fibers Which exit with CN III and syna 


ey | ropes 


The ipsilateral efferent limb 
| ipsilateral pupil. The com, 
the contralateral pupil ^» 


26 
nals for dre 3 


Ct | 
USES con ight reflex of the 


sensual light reflex of 


Sphincter pupillae 


Ciliary ganglion 


Opi vac 
Pretectal nucleus Edinger-Westphal nucleus 


©) Causes of 3 nerve palsy? 


1. Vascular disorders such as diabetes, heart "' 
disease, atherosclerosis and aneurysm, particularly of the posterior 


f communicating artery 

. Space occupying lesions or tum 
Inflammation and infection 
Trauma 

- Demyelinating disease 
Autoimmune disorders such as my 
Post-operatively as a complication 
Cavernous sinus thrombosis 


ors, both malignant and non-malignant 


(multiple sclerosis) ; 
asthenia gravis 


of neurosurgery 


o -o0ocosd:cst 
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Station 11: = 


Questions asked: 
|| a) What is your diagnosis? 

HTN retinopathy with 4 above findings 
b) What are grades of HTN retinopathy? 


HYPERTENSIVE RETINOPATHY 


It is grade based on Keith-Wagener Barker (KWB) system : 


; 7 
Tortuosity (twisting) of retinal arteries with increased reflectiveness (silver 
wiring) 


Grade 1 + Arteriovenous napping (thickened retinal arteries pass over 
retinal veins) 


Grade 2 4 fla ied sh. lue to 
med shape hı 
li ) ipe aemorrhage and cotton wool exudates (due t 


GRADE 4: 
Grade 3 + papilloedema (blurry margin of the optic disc) 


uU DC ere XU T 


Trifascular block 
inferior wall MI with 3rd ہے‎ 
3rd degra. 
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Station 1: 


Picture Hand 


ott etu 


Findings and Diagnosis 
Nail pitting 
Onycholysis 
Onychomycosis 
Yellow red colour of nail bed 
scaly reddish rash on fingers 
Psoriasis 


Station 2: 


= H 5 Ai i & 
Young female ë dyspnea a systolic murmur in pulmonary area 6 jaundice | 
Anemia | 


Q.1. What is Diagnosis? 
Autoimmune Hemolytic Anemia 
Q.2. Treatment options. 


Corticosteroids are first-line therapy. Prednisolone @ 1mg/Kg 


d with of fever, h 5 sputum, diarrhea | too de: DUET 
جیروک ۰پ‎ sputum, ea loose s ne eee E 


dom 
268 ES 
Station 4: 
X ray 


Question 1: What is diagnosis? 
Ankylosing Spondylitis 

Question 2: What is treatment of it? 

Physiotherapy 

NSAIDs 

TNF inhibitors 

Surgery if indicated 
Station 5: 


Patient presented with neck stiffness a 


nd fever. on examination 6" nerve 
palsy. 


by 


g in CT Brain? 
hypodense lesion in t : B 


Sterns, The Sntefior fontsnellg 
basal meninges and de, 


f NSS ring enhancer 
lent of the right 


with Hydrocephalus 


tial of Ring enhancing lesion? 
cerebral abscess 


plasmosis 
urocysticercosis 


te infarct / haemorrhage / contusion 
ination (incomplete ring) tumefactive demyelinating lesion 


y is 6" nerve palsy, what is mechanism of 6" 
۰۱۷۲ 
ue to increased ICP 


ecause it has long route and ۶ 
mpress during increased ICP 


as at bottom of brain, Its first nerve to 


, There 
iple episodes from last 3 yoûrê 
gehe in right Iliao fossa, 


with history of loose stools 
bry of E. loss, oral ulcers, 


OM Sorig, 
۹ 


Granulomas on biopsy are present in less than 25% of patients b 
suggestive of Crohn disease, 

CT or MR enterography or a barium upper gastrointestinal series with $ma 
bowel follow-through often is obtained in patients with suspected small bows 
involvement. Suggestive findings include ulcerations, strictures, anc fistulas. 
addition, CT or MR enterography may identify bowel wall thickening an 
vascularity, mucosal enhancement, and fat stranding. / 
Capsule imaging may help establish a diagnosis when clinical SUSPICION for ا8۲9‎ 
bowel involvement is high but radiographs are normal or non-diagnostic 

Management: 


WG hig 
Nigh 


She should eat a well-balanced diet with as few restrictions as possible. Eatin, 
smaller but more frequent meals may be helpful. Because lactose intolerance is 
common, a trial off dairy products is warranted, 


This diarrhea commonly responds to cholestyramine 2-4 g, colestipol 5 g, or 
colesevelam 625 mg one to two times daily before meals to bind the 
malabsorbed bile salts. 


Acute induction therapy-Anti-TNF therapies are recommended as the preferred 
first-line agents to induce remission in patients with moderate to severe Crohn 
disease, either as monotherapy or in combination with thiopurines. 


Anti-TNF therapy should be used in combination with an immunomodulator at 
least during the first year of treatment. 


Corticosteroids dramatically suppress the acute clinical Symptoms or signs. An 
ileal-release budesonide preparation (Entocort), 9 mg once daily for 8-16 weeks, 
induces remission in 50-70% of patients with mild to moderate Crohn disease 
involving the terminal ileum or ascending colon. After initial treatment, 
budesonide is tapered over 2-4 weeks in 3 mg increments. In some patients, low- 
dose budesonide (6 mg/day) may be used for up to 1 year to maintain remission 


Maintenance therapy-After initial clinical response, symptom relapse occurs i 
more than 80% of patients within 1 year in the absence of further maintenance 
therapy. Therefore, scheduled maintenance therapy is usually recommended 
(infliximab, 5 mg/kg infusion every 8 weeks; adalimumab, 40 mg subcutaneous 
injection every 2 weeks; certolizumab, 400 mg subcutaneous injection every 
weeks), 


Anti-integrins may offer a therapeutic option if she to do not respond to, or | 
lose response to, anti-TNF agents, ١۰و‎ Vedolizumab, a monoclonal antib 
when anti-TNF therapy has failed or is not tolerated, 


Q.3. Likely complications, 


obstruction and perforation of the small intestine or colon, abscesses), 
fistulae, and intestinal bleeding. 


of pulmonary TB, Took — - 24 
E ATT EX 

d é hypotension, nausea Somit 2 months but quit th 

tosplenomegaly and ascites ng hyperpigm e therapy, now she is 


entation of paimar creases 


i : i "Cy, a plasma Cortisol 
diagnostic, especially if accompanied b 


_ ACTH level greater than 200 pg/mL. 


The diagnosis is confirmed i ; 
BEI (cosyntropin), 025 bya simplified cosyntropin stimulation test: (Synthetic 
Eus on , V. mg, 'S given intramuscularly. Serum cortisol is obtained 
E. E after cosyntropin is administered. Normally, serum cortisol rises to at 

leas! mcg/dL Whereas patients with adrenal insufficiency have stimulated 
serum cortisol levels less than 20 mcg. 


. Serum DHEA levels are less than 1000 ng/mL in 100% of patients with adrenal 
insufficiency. 


CT abdomen with oral and IV contrast 
CBC with ESR, RFT, LFT 
Diagnostic ascitic tap and ADA level 
CXR PA view 


Ol less than 3 mcg/dL at 8 AM is 
Y Simultaneous elevation of the plasma 


Treatment. 

\. General Measures 

Advised to wear a medical alert bracelet. 
All infections should be treated immediatel : 
administered at appropriately increased doses. 
ific Therapy for Addison 
cocorticoid replacement therapy- 


hydro 1 
Ee گی ہے‎ 5-90 mg cd one-third i 
doses, two-thirds in the 
evening. about 2-4 mg orally in the morning 
Prednisone or methylpren n 

and 1-2 mg in the evening: A 5 

n t therapy ffect. Dosage 
E ipm a potent sodium Te of postural hy 
- Fludrocortisone acetate oper day. In Me Frereased. É 
orally daily cr erkalemia, the 09 
ponatremia, 


y and vigorously, with hydrocortisone 


D 
N 


‘sone orally daily in two divided 
cortiso! و‎ laê afternoon or early 


nisolone in doses of 


Me, 1 
D 3 


gem GYEN M) BRE WHEE INP? ا ۷۵۷۵ھ‎ C588 is EA e 
ig ) 
LBD) IW 


786 

G. Specific therapy I 
ATT will ipe SANG MOG wh via E غ‎ 
0048 AMI. 


Station & 
ECG 


- m Or we i E 
تی مد‎ fpei eren OPE ا اش‎ j ورا‎ 
D Did b : | : 


- 
/ t 
dy et yt کی لت‎ Gada den; Vay «dL JL pA. L^ L^ 
7 "m i f " T 
bd M A I d jme ga zu yos qo wt al A ar li 


/ 


ert yt ttt Ta Viel KG aa OR سس‎ 


Question 1: What are findings and diagnosis? 
Findings: 

Righi bundle branch hock 

Left 874 deviation (Left amntenor fascicular block) 


Fis deges hean hos 
Tascher bios 


‘ Question 2: What ara ۸8۱/889 of y 
| ٦۸۸۸۸۸۸۸ 


i Quamion V; W 8 paian soman wi thia E says I am fine and have ۷ء‎ 
> SHIT ٦1۸۷ wank, ۷۸۱ Val Mew him? pipi 


Nû, hecausa nak Of 3" degree heart block 


les 


Question 1: 
What is diagnosis? 


Proliferative Retinopathy 
Question 2: 


What are four findings? 
Blot hemorrhages 
Neovascularization 
Hard exudates 


Photocoagulation marks 
Table 1; international Classification of Diabetic Retinopathy and Diabetic Macular Edema and Referral 
Recommendations 


| 
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Station 10: 


Middle age man presented with cough and weight loss 


CT Chest with Lung Mass 


Station 11: 


Your patient with history of HTN, now presented with raised BP, Uncontrolled € 
routine antihypertensive he was talking. BP 160/110 mm Hg. 


Q.1. What is Diagnosis? 
Secondary HTN 


Q.2. How will you investigate? 


Initial laboratory tests may include urinalysis; fasting blood رس‎ 
glucose or ۸1۰: hematocrit; serum sodium, potassium, creatinine ہین‎ ' 
measured glomerular filtration rate [GFR]), and calcium; and lipid profit et 
a 9- to 12-hour fast (total cholesterol, high-density lipoprotein [HDL] ch’ 
low-density lipoprotein [LDL] cholesterol, and triglycerides). 

Other studies may be obtained, complete blood count (CBC), chest 
radiograph, uric acid, and urine micro albumin 

For renal artery stenosis further noninva 
computed tomograph 
[MRA]) or invasive re 


sive radiologic investigations P^ ahy 
ic angiography [CTA], magnetic resonance ang! 
nal angiography can be performed. 


| — —  ] 


— 

chronic kidney disease 
un 

coarctation of the aorta 


Cushing syndrome; other 
states of glucocorticoid excess 
(eg, chronic steroid therapy 


E———— 


Drug-induced/drug-related 
hypertension 


Pheochromocytoma 


Primary aldosteronism, other 
Slates of mineralocorticoid 
excess 


Renovascular hypertension 
c M ns 

Sleep apnea 

p— 


Thyroid/parathyroid disease 


Station 12: 
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0 E Screening Test. 


Esti 
Mated glomerular filtration rate 


Co EXC 
mputeg lomography angiography 


Dexamethasone Suppression test 


Drug Screening 


24-hour urinary metanephrine and 
normetanephrine 


Plasma aldosterone to renin activity ratio 
(ARR). If abnormal, refer for further evaluation 
such as saline infusion to determine if 
aldosterone levels can be suppressed, 24- 
hour urinary aldosterone level, and specific 
mineralocorticoid tests 


Doppler flow ultrasonography, magnetic 
resonance angiography, computed 
tomography angiography 

i turation (screening 
Sleep study with oxygen sa c 
ap also include the Epworth Sleepiness 


Scale [ESS]) 


level, serum 
stimulating hormone 
Thyroid stimulating hof 


parathyroid 


ook multiple tablets, became dyspneic and 


Ng female after fight with mother ‘ER with ASOC 


| hyperventilating, presented in 


hel 
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Ny 
MH 8, 


BSR 68my/dl. k 
pH 7:1 

pCO? 25 mm Hg 

HCO3 15 meg/dl 


Q.1. What is acid Base disturbance. 
Mix Metabolic acidosis and respiratory alkalosis 


Q.2. What is underlying Diagnosis? 
Salicylate poisoning 


Q.3. Rx? 


She will be admitted in ICU, airway will be secured, NG will be passed ani 
Oxygen attached with facemask. 


Activated charcoal orally will be given. Gastric lavage followed by administrati 
of extra doses of activated charcoal may be needed in case she has ingested 
more than 10 g of aspirin. 


Give glucose-containing fluids to reduce the risk of cerebral hypo- glycaemia 
Treatment of metabolic acidosis with intravenous sodium bicarbonate 
Alkalinazation of the urine enhances renal Salicylate excretion by trapping lh 
salicylate anion in the urine. Add 100 mEq 

(Two ampules) of sodium bicarbonate to 1 L of 5% dextrose and infuse ths 
solution intravenously at a rate of about 150-200 mL/h. Unless the patien! s 
oliguric or hyperkalemic, add 20-30 mEq of potassium chloride to each liter 
intravenous fluid. i 
Hemodialysis may be lifesaving and is indicated with severe metabolic ۰۶ء‎ 


markedly altered mental status, or significantly elevated salicylate levels ۹۲ 
greater than 100-120 mg/dL [1000-1200 mg/L]. 


ةةة , .7ں ان ای D‏ 


ures 
Surgical equipment 


Intravenous drug abuse 
۱ prevalence of HiV/HCV infection 


cm ling aed acted persons on avoiding transmission of HCV: 

: person shou! Cover any bleeding wound or cuts and apply 
disinfectants immediately in order to keep the blood away from others. 

An infected person should not donate blood or organs. 

Those who use injected drugs should be counseled regarding the risk of 
_ transmission of HCV and to inject safely if they intend to continue. 

- Vomit and other bodily secretions from an HCV-infected patient should be 
disposed of with disinfectant—e.g. bleaching powder and glutaraldehyde 
solution. ٣ POOR 
risk of sexual transmission of HCV is low. Spouses are not recommended to 


ie barrier precautions as a risk reduction strategy. 
0 of HCV is low through breast milk, so breast-feeding should not be 


Th 


Ta 


As transmission of HOV via injecting drug use 16 an ٣٣ 
important to implement an education campaign about the ham 
especially among sehool-age children. Warn reduction pogi 
needle/syringe programs should also be Implemented 

Anyone who has received surgical or dental treatment has à higher پر‎ 
infection and should be offered testing 


HM Wo, 
Individuals with history of blood transfusion have @ higher risk of ۲ 
and should be offered testing 


Many 
۸ 


Chronic hepatitis © patients should be vaccinated ٠٣٢ " 
screening 3 


Use of injections by health-care professionals and quacks should 7 
discouraged, if necessary, only single-use syringes should be used f 
An appropriate protocol for needle stick injury should be drawn up and followed 
in all hospitals (publio and private), as recommended by the Centers for Osan, 
Control and Prevention (CDC), 
All skin lesions on the hands of health-care workers should be covered vill 
waterproof dressing, and if possible double gloving with à blood indicator in the 
glove, Health-care workers should be vaccinated for IBV 
Predictors of poor response: 
Obesity 
Metabolic syndrome/insulin resistance 
Black race 
Advanced liver fibrosis 
Coinfection with HBV or HIV 
YDICATIONS OF TREATMENT: 


All patients with HCV infection must be considered for therapy, includ 
treatment-nai ve patients and individuals who failed to achieve SVR after pr» 
treatment, 


Treatment should be considered without delay in patients with significant oi 
or cirrhosis (METAVIR score F2, F3 or F4), ineluding eompensated (Child! | 
A) and decompensated (Child-Pugh B or C) cirrhosis, in patients with clini " 
significant extra-hepatic manifestations (e.g. symptomatic vasculllis aano! Ai 
with HCV-related mixed Cryoglobulinemia, HOV Immune ۳۷ھ‎ (V 
nephropathy and non-Hodgkin B-cell lymphoma), in patients with 
recurrence after liver transplantation, in patients at risk of a rapid ۷۳٣۷ 
liver disease because of concurrent comorbidities (non-liver solid organ O "T 
cell transplant recipients, HBV coinfection, diabetes) and in individuals al " M 
transmitting HCV (PWID, men who have sex with men with ۵8۲ ۳ 
practices, women of childbearing age who wish to get pregnant, heme 

patients, incarcerated individuals). n 


yy V 
Patients with decompensated (Child-Pugh B or C) elirosis and an Ie ua 


‘iver transplantation with à MELD score 210-20 should be transplan 
and treated after trananlantatian. 


ion ° 
آ1‎ 


m$ LL — — 


If the waiting time on a liver tr 7 279 


á s x ansplant | 3 ] 5 
decompensated (Child-Pugh B or C) cirrhosis aore than 6 months, Patients with 
treated before transplantation, Ithougn $ IS with a MELD Score 218-20 can be 
not well established 9^ the clinical benefit for these 


Treatment J Il E 
reatment is genera r 30 1 
due to non-liver-related ات ات‎ E in). limited Ie e 
GOALS AND ENDPOINTS OF HCV THERAPY 

The goal of therapy is to cure 
complications of HCV. o 3٣ 
ا‎ AN bros cues nep s ا‎ On E 
extra-hepatic manifestations and death: (ii) n "qual کا‎ fe 
stigma; and (iii) prevent Onward transmi | 
The endpoint of therapy is undete 
sensitive assay (lower limit of 
detection $15 IU/ml 
treatment. 


Undetectable ۷ Core antigen in serum or plasma 24 weeks (SVR24) after the 
end of treatment can be used as an alternative endpoint of therapy in patients 
with detectable HCV core antigen prior to therapy, if HCV RNA assays are not 
available and/or not affordable. 
Undetectable HCV RNA in serum or plasma 24 weeks (SVR24) after the end of 
treatment, using a qualitative HCV RNA assay with a lower limit of detection 
$1,000 IU/ml (3.0 Log10 IU/ml), can be used as an alternative endpoint of 
therapy in areas where sensitive HCV RNA assays are not available and/or not 
affordable. 
In patients with advanced fibrosis and cirrhosis, surveil- lance for HCC must be 
continued because an SVR will reduce, but not abolish, the risk of HCC. 
1b) must be assessed prior to 

The HCV genotype and genotype 1 subtype (1a or : à 
treatment ار‎ to determine the choice of therapy and its duration, among 
other parameters E گر‎ 1 
Treatment with new pan genotypic regimene can be سا‎ deve 

type in areas notype 

the genotype and sub 

idle or is A available and/ or not affordable, or to simplify 


treatment access. : : 
Testing for HCV resistance prior to treatment is 2 ال ا‎ pert 
Treatment of chronic hepatitis C, including patients w patients l 
m compensated (Child-Pugh A) cirrhosis 
reat V genotype 3 Infection Nc 
ree r سڈ‎ options are available for patients infecte 
Sofosbuvir/velpatasvir 
Glecaprevir/pibrentasvir 
Sofosbuvir/velpatasvir/voxilaprevir 


xpectancy 


improve quality of life and remove 
V. 


ctable HCV RNA in serum or plasma by a 


) 12 weeks (SVR12) or 24 weeks (SVR24) after the end of 


P The fixed-dose combination of sofosbuvir (400 mg) and velpatasvir mg) a 
)e fixea- 


ini e daily; ; 
le tablet administered onc ۱ .. 6 
The! fixed-dose combination of glecaprevir (300 mg) and p Vir (120 mg) i, 


aining 100 mg of glecaprevir and 40 mg of pibrentasvir, 


» 


three tablets cont ) l 
i d 

é istered once daily with food; 

eee combination of sofosbuvir (400 mg), velpatasvir (100 mg) ane 


: voxilaprevir (100 mg) in a single idc: 80 once daily with food. 
و و[ : وت‎ patients infected with Hcy 
ceases 3 without cirrhosis should be treated with the fixed-dose Combination o; 
sofosbuvir and velpatasvir for 12 weeks. 
The combination of Sofosbuvir and velpatasvir is not recommended in treatmen, 
nai ve and treatment-experienced patients infected with HCV genotype 3 With 
compensated (Child-Pugh A) cirrhosis, because suboptimal results have been 
reported with this combination 
Option 2, Pangenotypic: Glecaprevir/pibrentasvir 
Treatment-nai: ive patients infected with HCV genotype 3, with no to moderate 
fibrosis (METAVIR score FO-F2), should be treated with the fixed-dose 
combination of glecaprevir and pibrentasvir for 8 weeks. 
Treatment-nai! ive patients infected with HCV genotype 3, with advanced fibrosis 
(METAVIR score F3), but without cirrhosis, can be treated with the fixed-dose 
combination of glecaprevir and pibrentasvir for 8 weeks. 
Treatment-experienced patients infected with HCV genotype 3 without cirrhosis 
Should be treated with the fixed-dose combination of glecaprevir and 
pibrentasavir for 12 weeks. 
Treatment-nai: Ive patients infected with HCV genotype 3 with compensated 
(Child-Pugh A) cirrhosis should be treated With the fixed-dose combination of 
glecaprevir and pibrentasvir for 12 weeks. 
Treatment-experienced patients infected with HCV genotype 3 with compensated 
(Child-Pugh A) cirrhosis should be treated with the fixed-dose combination of 
glecaprevir and pibrentasvir for 16 weeks 
Option 3, Pangenotypic: Sofosbuvir/velpatasvir/ voxilaprevir 
UA MMC and treatment-experienced patients infected with HCV _ 2 
ل۵00‎ 0 (Child-Pugh A) cirrhosis should be treated with ! 
— ose combination of Sofosbuvir, velpatasvir and voxilaprevir for 12 weeks 
um ANT OF HCV GENOTYPE 2 INFECTION 
ine treatment options are available for patients infected with HCV genotype 2 


hese options are considere equi i 
dos ivalent, ar thei pi i t 
Col d , and their order of resentation does 
indicate any Super lority or preferer ce, unless Specified: i 


Glecaprevir/pibrentasvir 


2 f 
2 Seri 080s ۹ 
ng) nt » The fixed-dose COmbinati nofs 
UP single tablet adminis. tereg eH fosbuyir (400 m 281 
mg) » The fixed-dose combination s € daily. 9) ang Velpatasvir (409 mg) ina 
In three tablets Containing 4 Slecaprevir (309 
administered once daily with et Jlecapreyir onan ا‎ (120 mg) in 
i. of pi fentasyir. 
nd option 1 Pangenotypic: شس‎ sv 
Treatment-nai ve and tr, 4r 
L : eatmen,. 
enotype 2, Without ci ; ^ APerienceq at 
should be treated With the thes 0 Compensated (chia ected Terres, 
o á for 12 weeks "dose combination of Sofosbuyir and velpatasvir 
option 2, Pangenotypic: 0ر یلست‎ 
n eatment-nai ; 
pt + Tre i a Vg and "eatment-experiencg Patients infecteg ith H 
h genotype £ without Cirrhosis Should be treated wi led wit} cv 
nn glecaprevir ang Pibrentasyir for 8 weeks ed with the fixed-dose Combination of 


* Treatment-naj “ive and. ا‎ 
genotype 2 with compensat d( 


: Experienced Patients infected with HCV 
e | the fixed-dose Combination or g 


Child-Pugh A Cirrhosis should be treated with 


B ailable in 2018 for Patients infected with HCV genotype 1a: 


۰ Sofosbuvir/velpatasvir 

۰ Glecaprevir/pibrentasvir. 

Sofosbuvir/ledipasvir. 

٠ Grazoprevir/elbasvir s 

^ The fixed-dose combination of Sofosbuvir (400 mg) and velpatasvir (100 mg) in a 

Single tablet administered once daily; dino anea x 

; ; i 

The fi d-dose combination of glecaprevir (30 mg) and pi rentasvir 20 mg 

2 iius containing 100 mg of glecaprevir and 40 mg of pibrentasvir, 

i administered once daily with food; odis 

* The fixed-dose combination of ال‎ (400 m 
Single tablet administered once daily; ۱ ہے‎ SR 

> The fixed-dose combination of grazoprevir (100 mg) and elbasvir ( mg) 
Single tablet administered once daily). 


Option 1; Pangenotypic: xoi cda سس‎ a 
'eatment-naíve and treatment-experienced p notype 


i i be 
i Child-Pugh A) cirrhosis, should 
l j iie i tasvir for 12 
"۹۹۳۰۴۰۴۰ of sofosbuvir and velpa 

ed wi É 


vo 
. 


v 


9) and ledipasvir (90 mg)ina 


Weeks tasvir ۱ m 
Phtion 2, Pangenotypic: Ses PRE SA patients “oe اس ا‎ ci opea 
: ent-e -dose 
incidi ا‎ i treated 2 the fixed 
out cirri weeks. 
Slecaprevir and pibrentasvir for 8 
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Treatment-naive and treatment-experienced patents infected with H 
1a with compensated (Child-Pugh A) cirrhosis should be treated with + 


dose combination of glecaprevir and pibrentasvir for 12 weeks 


Option 3, Genotype-specific: Sofosbuvirlledipasvir 
Treatment-naíve patients infected with HCV genotype 1a, without Cirrhosis u, 
with compensated (Child-Pugh A) cirrhosis, should be treated with the fix 
combination of sofosbuvir and ledipasvir for 12 weeks 
* Treatment-naive patients infected with HCV genotype 1a without Cirrhosis ~. 
treated with the fixed-dose combination of sofosbuvir and ledipasvir for 2 
* The combination of sofosbuvir and ledipasvir is not recommended in tre 
experienced patients infected with genotype 1a 
Option 4, Genotype-specific: Grazoprevirlelbasvir 
° Treatment-naive and treatment-experienced patients infected with genotype 1. 
Without cirrhosis or with compensated (Child-Pugh A) cirrhosis, with an Hcy 
RNA level «800,000 IU/ml (5.9 Log10 IU/ml) at baseline should be treated wt 


the fixed-dose combination of grazoprevir and elbasvir for 12 weeks 


* The combination of grazoprevir and elbasvir is not recommended in Patients 
infected with genotype 1a with an HCV RNA level >800,000 IU/ml (5.9 Logi fy 


T ud ml) 
| j ۱ Treatment of HCV genot e 1b infection j 
| ii y Five treatment options are available in 2018 for patients infected with HCV genotype tb 
^n ٠ Sofosbuvir/velpatasvir 


L] Glecaprevir/pibrentasvir. 

٠ Sofosbuvir/ledipasvir. 

| * Grazoprevir/elbasvir. 

٠ Ombitasvir/paritaprevir/ritonavir and dasabuvir. 


^ The fixed-dose combination of Sofosbuvir (400 mg) and velpatasvir (100 mg) ^? 
single tablet administered once daily; 

~ The fixed-dose combination of glecaprevir (300 mg) and pibrentasvir (120 mg}? 
three tablets containing 100 mg of glecaprevir and 40 mg of pibrentasvir, 
administered once daily with food: 

> The fixed-dose combination of sofosbuvir (400 mg) and ledipasvir (90 mg) in ? 
Single tablet administered once daily; 

^ The fixed-dose combination of grazoprevir (100 mg) and elbasvir (50 mg) in 2 
Single tablet administered once daily: : 

^ The fixed-dose combination of ombitasvir (12.5 mg), paritaprevir (75 mg) and 


ritonavir (50 mg) in one Single tablet (two tablets once daily with food), and 
dasabuvir (250 mg) (one tablet twice daily). 
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Option 4, Genotype-specific: Grazoprevir/elbasvir 


ee Treatment-naive and treatment-experienced patients infected with genotype 1b. 
without cirrhosis or with compensated (Child-Pugh A) cirrhosis, should be treated 
with the fixed-dose combination of grazoprevir and elbasvir for 12 weeks. 


* Treatment-naive patients infected with genotype 1b with ۴٥-۴2 fibrosis can be 
treated with the fixed-dose combination of grazoprevir and elbasvir for 8 weeks 


Option 5, Genotype-specific: Ritonavir-boosted paritaprevir, ombitasvir and 
dasabuvir 
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Jed FO-F2 fibrosis can be 

| * Treatment-naive patients infected with genre ےج ھا دی‎ 
treated with the combination of ۲۶۰ P mona 

dasabuvir for 8 weeks 

nent of H genotyp 


lreatment options are availabl : 
Options are considered 60۷ 


le any superiority or preference, 
* Sofosbuvirjvelpatasvir 
Glecaprevir/pibrentasvir 
 Sofosbuvir/ledipasvir 
Grazop evir/elbasvir 


TT: ients | HCV genotype 4. 
d in 2018 for patients infected with ہیں‎ 


lent, and their order 0 
unless specified 


Wisdom $ a 


0 
vir (400 mg) and velpatasvir (199 mo N 
Na 


284 
» The fixed-dose combination ol eo 
single tablet administerec lecaprevir (300 mg) and pibrentasvir (120 
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let administered once 3 
> API d combination of grazoprevir (100 mg) and elbasvir (50 mg) in . 
single tablet administered: once daily. : 
Option 1, Pangenotypic: Sofosbuvir/velpatasvir : , ۱ 
e Treatment-naive and treatment-experienced patients infected With HCV genotype 
4, without cirrhosis or with compensated (Child-Pugh A) cirrhosis, Should be 
treated with the fixed-dose combination of sofosbuvir and velpatasvir for 12 
weeks 
Option 2, Pangenotypic: Glecaprevir/pibrentasvir 
e Treatment-naive and treatment-experienced patients infected with HCV genotype 
4 without cirrhosis should be treated with the fixed-dose combination of 
glecaprevir and pibrentasvir for 8 weeks. 


* Treatment-naive and treatment-experienced patients infected with HCV genotype 
4 with compensated (Child-Pugh A) cirrhosis should be treated with the fixed- 
dose combination of glecaprevir and pibrentasvir for 12 weeks 


Option 3, Genotype-specific: Sofosbuvir/ledipasvir 
e Treatment-naive patients infected with HCV genotype 4, without cirrhosis or with 


compensated (Child-Pugh A) cirrhosis, should be treated with the fixed-dose 
combination of sofosbuvir and ledipasvir for 12 weeks 


* The combination of sofosbuvir and ledipasvir is not recommended in treatment 
experienced patients infected with genotype 44 


Option 5, Genotype-specific: Grazoprevir/elbasvir 
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; genotype 4, without cirrhosis or with 
compensated (Child-Pugh A) cirrhosis, with an HCV «800,000 IU/ml 
(5.9 Log10 IU/ml) at baseline should b سد‎ 
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Option 2, Pangenotypic: Glecaprovir/pibrentasyir 


+ Treatment-naive and treatment-ex i 
. ! perienced patients infected with HCV genotype 
5 without cirrhosis Should be treated with the fixed-dose combination of 4 
glecaprevir and pibrentasvir for 8 weeks (B1) i 


and Ppibrentagvir (120 mg) in + 
0 mg of pibrentasyir 


sofos buy 
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* Treatment-naive and treatment-experienced patients infected with HCV genotype 
5 with compensated (Child-Pugh A) cirrhosis should be treated with the fixed- 
dose combination of glecaprevir and pibrentasvir for 12 weeks 
Option 3, Genotype-specific: Sofosbuvir/ledipasvir 
* Treatment-naive patients infected with HCV genotype 5 without cirrhosis or with 
compensated (Child-Pugh A) cirrhosis, should be treated with the combination of 
sofosbuvir and ledipasvir for 12 weeks 
* The combination of sofosbuvir and ledipasvir is not recommended in treatment- 
experienced patients infected with genotype 5 
infection s 
1< ients infected with HCV genotype 6 
Three treatment options are available in 2018 for patien f 


* Sofosbuvir/velpatasvir. 
* Glecaprevir/pibrentasvir. 
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treated witla the fixed-dose combination of sofosbuvir and velpatasvir fo, 12 
weeks 


ic: vir/pibrentasvir 
posu ا ا‎ E c os patients infected with HCV 
a cirrhosis should be treated with the fixed-dose combination of 
glecaprevir and pibrentasvir for 8 weeks 
e Treatment-naive and treatment-experienced patients infected With HC 
6 with compensated (Child-Pugh A) cirrhosis should be treated with th 
dose combination of glecaprevir and pibrentasvir for 12 weeks 
Option 3, Genotype-specific: Sofosbuvir/ledipasvir 
e Treatment-naive patients infected with HCV genotype 6, without cirrhosis or ۷۷ 
compensated (Child-Pugh A) cirrhosis, should be treated with the combination o; 
sofosbuvir and ledipasvir for 12 weeks 


The combination of sofosbuvir and ledipasvir is not recommended in treatment. 
experienced patients infected with genotype 6 
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Simplified treatment of chronic hepatitis C with pangenotypic drug regimens in 
patiehts without cirrhosis and in patients with compensated (Child- Pugh A) 
cirrhosis 


> Treatment-naive and treatment-experienced patients without cirrhosis or wilh 
compensated (Child-Pugh A) cirrhosis can be treated with either the fixed-dose 
combination of sofosbuvir and vel, atasvir for 12 weeks, or the fixed-dose 


combination of glecaprevir and pibrentasvir for 12 weeks without testing 
genotype 


> If cirrhosis can be reliably excluded by means of a non- invasive marker in 
treatment-naive patients, the 


combination of glecaprevir and pibrentasvir can 
be administered for 8 weeks only. 
se 30101101516160 for 8 weeks o 


7 Given the high SVR12 rates ex 


/ pected with these regimens across all groups of 
patients if adherent, checking SVR12 12 weeks after the end of treatment is 
dispensable. 


> Patients with high-risk behaviors and risk of reinfection should be tested for 
SVR12 and yearly thereafter when- €ver possible. 

> In Patients with advanced fibrosis (F3) or compensated Cirrhosis (F4), ۳۴م‎ 
Surveillance for the diagnosis of HCC and linkage to care must be provided whe" 
treatment for HCC is available : 
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E and ledi : D score «18-20 can be treated with 
١ ipasvir (genotypes 1, 4, 5 and 6), or with sofosbuvir and 
velpatasvir (all genotypes), with daily weight-based ribavirin (1,000 or 1,200 mg 
in patients <75 kg or =75 kg, respectively) for 12 weeks 
— In patients with decompensated (Child-Pugh B or C) cirrhosis without HCC 
—— awaiting liver transplantation with a MELD score «18-20 treated with sofosbuvir 
and ledi- pasvir with ribavirin, or with sofosbuvir and velpatasvir with ribavirin, 
ribavirin can be started at the dose of 600 mg daily and the dose subsequently 


adju ding on tolerance l ic. 
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Patients with decompensated cirrhosis without an indication for livo, — "^ 
Patients with decompensated cIrTosus mue e Or "ver 
transplantation D 
» Patients with decompensated (Child-Pugh B and Child Pugh c up to Pong 
cirrhosis not on the waiting list for liver transplantation and without oncom 
comorbidities that could impact their survival should be treated urgently 0 


> Protease inhibitors-containing regimens are contraindicated in patients Wilh 
Child-Pugh B or C decompensated cirrhosis ےی‎ 

» Patients with decompensated cirrhosis, not on the waiting list for liver 
transplantation, can be treated with the fixed-dose combination of Sofosbuvi ay, 
ledipasvir (genotypes 1, 4, 5 or 6) or the fixed-dose combination Of Sofosbyy, 
and velpatasvir (all genotypes) with daily weight-based ribavirin (1,000 or 4 200 
mg in patients «75 kg or 275 kg, respectively). In these patients, ribavirin can be 
Started at the dose of 600 mg daily and the dose subsequently adjusted 
depending on tolerance y 

> Patients with decompensated cirrhosis not on the waiting list for liver 
transplantation should be treated with sofosbuvir and ledipasvir (genotypes 1. 4 
5 or 6) or with sofosbuvir and velpatasvir (all genotypes) for 12 weeks with 
ribavirin 

> Patients with decompensated cirrhosis not on the wait- ing list for liver 
transplantation with contraindications for ribavirin, or with poor tolerance to 
ribavirin on treatment, can receive the fixed-dose combination of sofosbuvir and 
ledipasvir (genotypes 1, 4, 5 or 6), or the fixed-dose combination of sofosbuv: 
and velpatasvir (all genotypes) fcr 24 weeks without ribavirin 

7 The higher risk of adverse events reported in patients with decompensated 


cirrhosis necessitates appropriately frequent clinical and laboratory assessments 
during and after HCV therapy 


Treatment of special groups 
HBV coinfection 
> Patients with HBV-HCV coinfection should be treated with the same anti-HCV 
regimens, following the same rules as HCV monoinfected patients 
> Patients coinfected with HCV and HBV fulfiling the standard criteria for HBV 
treatment should receive nucleoside/nucleotide analogue treatment . 


~ In patients who are HBs antigen-negative but anti-HBc antibody-positive. em 
ALT levels should be monitored monthly, HBs antigen and HBV DNA shou P" 
tested if ALT levels do not normalise or rise during or after anti-HCV therapy: 


nucleoside/nucleotide analogue therapy should be initiated if HB» antigen " 
HBV DNA are present 
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-* Patients with severe renal impairment (EGFR «30 ۷ہ‎ min/1 73 mê) and patients 
with end-stage renal disease on hemodialysis should be treated in expert 
centers, with close monitoring by a multidisciplinary team 

^ Sofosbuvir Should be used with caution in patients with an eGFR «30 ml/min/1.73 
renal disease, only if an alternative treatment is not 


f" or with end-stage 1 
s dose recommendation can currently be given for these 
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Treatment of acute hepatitis C. 
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áclescents aged 17/۶91٤ and above ۷١9۸:0 with genotype 1, 4, 5 or 6 er. 
treatrnent-naive or trestment-experenced, ۱۷/۷۷۷۸۷ Ctesis OF With crure, 
sated (Child-Pugh A) cirrhosis, should be treated wit the fied-dese cortes, 
of safosiudir (A00 rng) and ledipasvir (90 mg) for 12 weeks 

Adolescents aged IZyears and above infected Wh genotype 2 oF 3 wie ars 
treatment naive of treatment experienced, Without MOSS or with cornpersate; 
(Child-Pugh A) cirrhosis, can be treated with other regimens approved for ads 
with: caution pending more safety data in this population 


In children younger than 12 years, treatment should be deferred until DAAs 
۱۷۸۷۴۷۷ pángenetype regimens, are approved for this age group 


Patients with acute hepatitis C should be treated with a combination of sofa 
406 ledipasvir (genotypes 1,4, 6 and 6) or a combination of ritonavir-boosted 
۴901201۶۳۷۷, 0٦1۳۸۵۶۷۸۲۱ and dassbuvir (genotype 1b) for û weeks. 

Based on similarities to chronic hepatitis C, patients i 

be treated with & combination of sofosbuvir and kbd ape “accra 
camina- tion CA glecaprevir and piorertamvir (all j, or a combination ? 
29۷27001۶۷۲۱ and BIAS (genotypes 1b and 4) for & weeks, 


EVR should be assessed at 12 and 24 weeks late 
relapses have Leen reported posttreatment, because 
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i receiving the combination of ritonavir- i i Min 
شس‎ boosted paritaprevir, ombitasvir and 
Renal function should be checked monthly in patients with reduced eGFR 
receiving Sofosbuvir. 1 


Higher exposures have been observed with the protease inhibitors in patients 
With severe hepatic impairment and the use of protease inhibitor-containing 
regimens (glecaprevir and pibrentasvir; grazoprevir and'elbasvir; ritonay'r- 
boosted paritaprevir and ombitasvir with dasabuvir; sofosbuvir, velpatasvir and 
voxilaprevir) is contraindicated in patients with Child-Pugh B and C 


decompensated cirrhosis 
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Indications of treatment; 
a. 


Drugs: 


b 


variceal bleed is seldom seen in low-risk patients after (s sc 
(unless additional causes for ongoing liver demage sre presse: 
The risk of reinfection should be explained, to positively mod4y ہہ‎ cuo 4 
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> Following SVR. monitoring for HCY reinfection viestiy thro Kh 6 Te 
annual HCV RNA assessment should be undertaken in PINUS o rus pi. Sis 
sex with men with ongoing risk behavior zT 
> Retreatment should be made available, if reinfection i$ identified Gore / . 
follow-up و‎ 


TREATMENT OF HEPATITIS B 


All patients with HBeAg-positive or -negative chronic hepatitis E, defined niu 
DNA greater than 2,000 IU/ml, ALT greater than upper limit of norma! analy 4 
least mocerate liver necroinflammation or fibrosis, should be treated 

Patients with compensated or decompensated cirrhosis need treatment wir x, 
detectable HBV DNA level and regardless of ALT levels 

Patients with HBV DNA 220,000 IU/ml and ALT > Z«ULMN should start treater 
regardless of the degree of fibrosis. 

Patients with HBeAg-positive chronic HEV infection, defined by persisterty 
normal ALT and high HBV DNA levels, may be treated if they are older than % 
years regardless of the severity of liver histological features 

Patients with HBeAg-positive or HBeAg-negative chronic HBV infection a% 
family history of HCC or cirrhosis and extra hepatic manifestations can be treas 
even if typical treatment indications are not fulfilled 

Patients with HBeAg-positive chronic HBV infection who are younger thar” 
years and do not fulfill any of the above treatment indications should be follor* 
at least every 3-6 months. 


Patients with HBeAg-negalive chronic HBV infection and serum HBV DNA ^ 
than 2,000 IU/ml who do not fulfill any of the above treatment indications 5^? 
be followed every 6-12months 

Patients with HBeAg-negative chronic HBV infection and serum HBV ONA 2m 
IU/ml or more who do not fulfill any of the above treatment indications should 
followed every 3months for the first year and every 6 months thereafter 


The preferred regimens are ETV, entecavir; i fumar 
! vir, TOF, t ir. dinoprox 
TAF, tenofovir alafenamide as monotherapies ب کی‎ j 


LAM, lamivudine, T i s de 
treatment of CHB BY, telbivudine, ADV, adefovir are not recommen 
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Patients at risk of renal disease treate. Serum HBV DNA ed with 
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d wit! 
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When to stop treatment: 


a. NAs should be discontin 
BE version, inued after confirmed HBsAg FA with or without anti-HBs 
b. NAs can be discontinued in non-cirrhotic HB xi i 
3 - eAg- positive CHB patients who 
achieve stable HBeAg Seroconversion and undetectable HBV DNA and who 
complete at least 12months of consolidation therapy. Close post-NA monitoring is 
warranted. 
` € Discontinuation of NAs in selected non-cirrhotic HBeAg-negative patients who 
have achieved long- term (3years) virological suppression under NA(s) may be 
considered if close post-NA monitoring can be guaranteed. 


| PeglFNa monotherapy for CHB patients 
e PeglFNa can be considered as an initial treatment option for patients with 
mild to moderate HBeAg: positive or -negative CHB. 
i ks. 
e The standard duration of PeglFNa therapy i$ 48 waal 
tion of PeglFNa therapy beyond week 48 may 


E The extension of the dura 
A be beneficial in selected HBeAg- negative CHB patients 


Cirrhosis patients: Pee 


ld be immediately treated 
Patients with decompensated d De yal of HBV te 


with high barrier t 
should be assessed for liver t 


compensa ii 
PeglFNa is contraindicated in pium ir 00202 "T 
Patients should be close! iy iie gr eran S, UNIS " 
` development of rare side e otio ) : 


ment of HDV co infected pane m 
* PeglFNa for at east aa weeks me "^ | 


ry اہ‎ 7 


— سم — 4 

^ i rrespective of on. x 

+ PegllNa treatment can be continued until week 48 irresp: of on treaty, 
response patrem if well tolerated 
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Treatment of HIV co Infected patients 

All HIV-positive patients with HBV co-infection should start antiretroviral therapy 

(ART) respective of CDA cell count 

* HINCHBV co-infected patients should be treated with a TDF- or TAF -baseq ART 
vegmen 


Acute hepatitia B 


* More than 9596 of adults with acute HBV hepatitis do not require Specife 
treatment, because they will fully recover spontaneously 


* Only patients with severe acute hepatitis B, characterized b 
coagulopathy or protracted course, should be treated with NA and 
Considered for liver transplantation 


Pregnancy: 
o Screening for HBsAg in the first trimester of pregnancy is strongly 

recommended. 

In à woman of childbearing age without advanced fibrosis who plans 2 

pregnancy in the near future, it may be prudent to delay therapy until the 

child is born E 


© Pregnant women with CHB and advanced fibrosis or Cirrhosis, therapy 
with TDF is recommended, 


© |n pregnant women already on NA therapy, TOF should be continued 
while ETV or other NA should be Switched to TDF. 


12 weeks after delivery. 


© Breastfeeding is not contraindicated in HBsAg-positive untreated wore” 
or on TDF-based treatment or prophylaxis 


Staging systems | 
۰ یں لات‎ ie recommended for +7 


۰ ga موس‎ BCLC allocation system 


E سو‎ athe Intine ieatment opor fer patent wih satay unos f^ 


Liver 
LI 


* In tumors «2 om, BCLS ae long-term outcome. 


(—— Ohemoembotization and 


vary well MESS iVa live 
VENGUS pressus Gradient ا‎ 
h 
Addiional indi allons 1 A 
0 nodules 53 m) zu) 
5 
Vansplantation tetis | : 


Non 18٥۵ 
) mmHg or 
Alle 


d as r 


umors meet 

ng Milan crit 
Peri-operalive ma oco gon ^ 
! At ne Suitable for ji 
72 liy With loco-regionat treatments ©” 
Nea adjuvant or Bjuvanr q 
patients treated Wilh reae, iion (a pd hu 

J »r local ablation) 


Tumor [7 
ا۲۵0‎ 86۸6۱ I 
bf recurrenoe 77 5 the major compi 
te6urrence, the euis 7 Subsequent therapy allocen x perte fa paan 
8660100 nl will be T6:85856s5er by BOLG staging a " 4 
, and re-treated 
Transplantation 


Liver tránsplantatior 
118 6606 i 
with single tumors (ens. than Footed 44 first-line treatment Option for patients 
Suitable for resection 1 $3 nodules $3 cm (Milan Criteria) not 
Extension of tumor lir 
£ Vt Griteria for liver transplantation for HCC h 

as not been 
established. Modest expansion of Milan criteria applying the "up-to-seven' in 
patients Without microvascular invasion achieves competitive outcomes, and thus 


this indication requires prospective validation 


broven to improve outcome of 


Local ablation 
radiofrequency of percutaneous ethanol injection is 


1 064l ablation with 
tonsidered the standard of care for patients with BCLC 0-A tumors not suitable 


for surgery 
Radiofrequency ablation is recommended in most instances as the 


main ablative therapy in tumors less than 5 cm due to a significantly better 
disease. 
E ies recommended in cases where radiofrequency ablation is not 


* Fihanol injection 8ا‎ 
ble (around 10-15%) E weak 


technically faasi Bot techniques seiê 


than 60% of oases with go 
transcatheter therapies 1097 


is recommended "i vascular invasion or € 
jn patiente with € 
ed fnacroscopie In 


*  Ghemoembolization 
Aere ۱۷۱۱ھ"‎ tumors 

ES 0۵ 
j سس سن‎ dysfunction, 


disease, advance 
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a جر‎ 4 7 
رف‎ a 
th well-preserved liver function (Child-Pugh A class) and with ady 
was xe 2) or those tumors progressing upon loco regional therapies 
C C) or thos 


(BCL 


the ١ 


* 
s available to identit 
There are Ab i el of molecular,biomarkers a entify 


z * be, 
esponders to Soralenib t , 
mic chemotherapy, tamoxifen, immunotherapy, anti androgen and hey 
are ftot recommended for the clinical management of HCC Patients ® 


T SEI ıS no available second-line treatment for patients with intolerance OF fai, 
to sorafenib s 
in specific circumstances, radiotherapy can be used to alleviate pain In pátie, 
with bone metastasis 

Patients at BCLC D Stage should receive palliative Support 
management of pain, nutrition and Psychological support 


Inclus, 


TB Treatment 
(PCS 2017, WHO) 


|. Tuberculosis is an infectious bacterial disease caused by Mycobacterium 
^ 
| 


Dercui»sis which most commonly affects the lungs. Mycobacteria are 
'all roc-shaped bacilli that can cause a variety of diseases in humans 
There are three main groups " 


Mycobacterium tuberculosis complex: this group includes M 
tuberculosis, M. bovis.. M africanum, M, microti, and M 
They all can cause "tuberculosis" in humans The vast majority of 
tuberculosis is caused by M tuberculosis, with the other o 
being relatively rare. Their treatment is similar (M. bovis i 
resistant to Byrazinamide and M. africanum 
Thioacetazone) This guide only addresses dise 
Mycobactenupt tuberculosis complex 


Mycobacterium leprae causes leprosy 


Non tuberculaus mycobacteria (NTM): this 9roup includes all the 


other mycdbacteria that can cause diseases in humans. NTM 
Sometimes cam cause clinical Manifestation: 


S innately 
is resistant to 
asê caused by 


wn 


$ (in the lungs, skin, 


MM 9f tissue or sputum Specimens (Ziehi-Neelsen 
Stain). - F 


۶ M-tuberculosis multiples more slowly and vausəs disease weeks 
ar even months to years after Pei M. 


| سس | 


aerobic bacterium l ےچ‎ 
t therefor - 
(^ particular ai the a here ples ا‎ 3 
Dex erin pul 

Somes deene Pie: Where Oxygen concentration tue 

ghor) 
ping active Ta 
The risk depends on a number of factors 


immune s eluding th 
weakened 16 System. damaged lungs, or thet l« 
exposure i nte 


Host immune defense: 
» HIV infection (risk m 
» Diabetes Mellitus 
۶ Malnutrition; 
Ld 


© that lead loa 
NSity ang duration of 


ultiplieg by 20-40); 
(ISK multiplied by 3-5), 


۶ Alcoholism. 4 
> Young children (children under 5 have twice the risk and higher 
risks are observed for those under 6 months 
» Persons over sixty years have 5 times the risk: 
» Pregnancy. 
Conditions that damage the lung: 
> Tobacco smoking; 
۶ Silicosis, 
Intensity of exposure (number of inhaled bacilli): 
» Contagiousness of the source a 
^ Environment and proximity in which the exposure place 
* Duration of exposure 4 MA 
> Residents and employees of high-risk congregate setting 


LJ 
nosis Wed o, hout treatment, After 5 years 
TB is a severe and often deadly disease wit pulmonary 


TB (PTB) in 
Nhout treatment, the outcome ۵3 pin cow 
"V-negative patients is as follows. AL. 
+ 50-60% die” 
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FR) often falls to | 
With adequate treatment, ihe cire aU ino s : D eee. on 
than 2 to 3% under optima Fia PTB, with an equivalent fall in CFR 
untreated ا‎ AN ا‎ TB in HIV-infected patients (not on 
geris rie is. almost always fatal. Even on antiretrovirals, the CFR is 
higher than in non-HIV infected patients. 
Anatomical Sites of Tuberculosis COPIE 
For the purpose of registration and treatment TB is divided in two broad Categories 
Pulmonary TB. 2. Exra Pulmonary TB. let 
Pulmonary Tuberculosis: 

+ Tuberculosis affects the lungs in more than 60% of cases. Pulmonary 
tuberculosis in adults is often sputum smear-positive and therefore highly 
infectious. Smear negative cases are 7-10 times less infectious than smear 
positive cases. 

Extra-Pulmonary Tuberculosis: 

> Affects various organs such as lymph nodes, pleura, pericardium, bones z 
joints, genito-urinary tract, the nervous system, intestines, skin and many of 
parts of the body. Diagnosis is often difficult and should preferably be made» 
Specialists using specific diagnostic tools to confirm the diagnosis. i 


Clinical presentation of Tuberculosis 

* Pulmonary tuberculosis (PTB) 

* Extra pulmonary tuberculosis (EPTB) 

* Disseminated or miliary tuberculosis 

* Clinical presentation in HIV-infected patients 


DEFINITIONS 
Tuberculosis should be defined accurately f istrati i 
nain ۱ y for registration and programmatic 
Presumptive Tuberculosis: Any person who i 
i : + An presents with symptoms or 
so» suggestive of Tuberculosis (previously known as TB ederet) The 
mes sale symptom of pulmonary TB is a productive cough for more 
مع‎ s which may be accompanied'by other respiratory symptoms 
سے‎ T breath, chest pains, hemoptysis) and/or constitutional 
Vt 088 of appetite, weight loss, fever, night sweats, and fatigue). 
wer 4 tuberculosis: ^ definite case of TB (defined below) or one in 
Mice, E Morar a inician Or other medical practitioner) has 
e Lei ded to treat the patient with a full course of 
^ 


Bacteriological 
sade — Confirmed TB case: is one from whom a biologica! 


Sories i.e 4 


jhly 
imear 


bones ang 
nany other 
e made by 


All such cases 
ent has started. 
yea i d TB i 
ically diagnose case: j ۰ 
ci ological confirmation but be ا‎ does not fulfill the 
i 7 n di 
inician OF Mead Practitioner Who: deus Her 
wl E. " Xray. ab This definition include’! give the patient ۾‎ 
pe Das! ases without | 0 Suggesti s 
monary c Ut laboratory Confirmation, histology and extra 
cinically diagnosed cases Subsequently found to b bacteriolog; 
sitive (before or after Starting treatment) should b acteriologicay 
yaderiologically confirmed, € reclassified as 
i ically confir, d ini 
gacteriologica med or Clinical 
ering to: ly diagnose Cases of TB are also Classified 
> Anatomical site of disease 
» History of previous treatment 
» Drug resistance 


۶ HIV Slatus. 


Classification based on anatomical site of disease 

Pulmonary tuberculosis (PTB): This refers to any bacteriologically 
tonfirmed or clinically diagnosed case of TB involving the lung 

parenchyma or the tracheobronchial tree. E 

Miliary TB is classified as PTB because there are lesions in the lungs. 
Tuberculous intra-thoracic lymphadenopathy (mediastinal and/or hilar) or 
lberculous pleural effusion, without ‘radiographic abnormalities in the 


‘ngs, constitutes a case of extrapulmonary TB. 
Apatient with both pulmonary and extrapulmonary TB should be classified as a 


ESPTE., ٭‎ o e 
ilrapulmonary tuberculosis (EPTB): This cee fe any AID es 
"hired or clinically diagnosed case of TB Ape w E 
۳99 e.g. pleura, lymph nodes. abdomen, g 


died bones, meninges A vious TB treatment (patient registration 


Sencar history of pre 
| |oupj ation based on 0 


* 
MW patiente. who have never been Le 


۵۷٥ زوں‎ : who have r 

y treated patients: A 

3 '!95 in the past. They are further 

ha Cent course of veh E 

| ua ® patients: who have pi 
“ed Or treatment completed at thé 
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* 


i ^ 
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rrent episode of TB (either a 3 
treatment, and are now N eae hy OB) 
true relapse or a new episode 0 ` are those who have previously been 
Treatment after failure patients: are G reend ether mot recent 
treated for TB and whose treatment 6 
course of treatment. 
Treatment after loss to follow-up patients: have Uer nin a 
for TB and were declared lost to follow-up at the end o i des Meith 
course of treatment. (These were previously known Kee dn ele? 
default patients.) Other previously treated patients are des > xi ave 
previously been treated for. TB but whose outcome after their most recent 
course of treatment is unknown or undocumented. i 
Patients with unknown previous TB treatment history: do not fit into 
any of the categories listed above 
Classification based on 
HIV status 
HIV-positive TB patient refers to any bacteriologically confirmed or 
Clinically diagnosed case of TB who has a positive result from HIV testing 
conducted at the time of TB diagnosis or other documented evidence of 
enrolment in HIV care, such as enrolment in the pre-ART register or in the 
ART register once ART has been started. , 
HIV-negative TB patient refers to any bacteriologically confirmed or 
Clinically diagnosed case of TB who has a negative result from HIV testing 
conducted at the time of TB diagnosis. Any HIV-negative TB patient 
subsequently found to be HIV-positive should be reclassified accordingly, 


> Patients treated for drug-susceptible TB 


> Patients treated for drug-resistant TB using second-line treatment (defined 3S 


combination chemot 5 3 5 
other than those in Mes us drug-resistant tuberculosis which includes 49 


All bacteriologically confirmed i : i 
^ and clinically dia, 1 TB. 
"EEG MM id TB cases should be 8 


Or MDR-TB, who are placed ^^? 


m Ser, ۱ acs 
es f 
c | Qutcome | Definition — 
| A 


| 

| cured 

| ni treatme ساد‎ corr. 

| negative in the las h ات‎ 
Previous Occasion 


„A TB patient who 


completed t :‏ و 
[failure BUT with NO record to 0 Without evidence of‏ 


culture results in the last month of t at Sputum Smear or 


Treatment completed 


Treatment failed A TB pat 


mear or culture is ositive 
| month 5 or later during treatment. 2 ik 


Died A TB patient who dies for any reason before Starting or 
| during the Course of treatment. 
۱ 'Lost to follow-up IA TB patient who did not start treatment or whose treatment 
| Was interrupted for 2 Consecutive months or more 

Not evaluated ۱ 


A TB patient for whom no treatment outcome is assigned. 
This includes cases "transferred out" to another treatment 


unit as well as cases for whom the treatment outcome is 
unknown to the reporting unit. 
Treatment success The sum of cured and treatment completed. 


Patients found to have an RR-TB or MDR-TB TB strain at any point in time should be 
Started on an adequate second-line drug regimen. 
Classification based on drug resistance 
i irst-line anti-TB drug only, 

Mono-resistance: resistance to one firs 09 ; 
Poly-resistance: resistance to more than one first-line anti-TB drug, other 

t ee i ici ther 
than both isoniazid and rifampicin toge ھی‎ D 
Multidrug resistance (MDR): resistance to isoniazid ae rouse 7 

: resi o any fluo , and 
TE oie arug ۰ ‪‪ اھ‎ 6۵۵9۵71 kanamycin 
atleast one of three second-line 


07 i resistance. 
E. 002۳2 umi ت00‎ to rifampicin detected using 


f h i; i-TB 
as Rifampicin resistance Wl without resistance to other anti- T8 
ugs fia api orgena 7 esta E 2 
'ésistance. poly-resistance, MDR or ADK. 
itive TB 
f t of Drug Sens ` 
Managemen ount 
tment aram 
ed Categorization of Patients for Mos to a TB prin ities 
a Order to ensure appropriate e of the history © ti TB in the 
1 


| in | istory of an 
Portant to categorize them i tient about h 


he pa 
"eatment. It is mandatory to ask t 


E یا‎ 


: Patients who have never received treatment for tuberculosis or taken it for less ۷ 
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Past before starting treatment. The guidelines recommend 3 categories of 
Patients; +, 

> New cases 

> Retreatment cases 

> Retreatment failures 

Duration of Chemotherapy ; 
The modern strategy of TB treatment is based on standardized short. 
course chemotherapy regimens of; 

> 6 months duration for New cases 

» 8months for Re-treatment cases. 

** Duration & regimen of treatment for patients who have failed the 
retreatment regimen depends on the culture & sensitivity 
report. Such patients should be referred to a Drug Resistant TB 
center . In special circumstances like TB Meningitis longer 
duration for up to 9 to 12 months treatment regimens are 
recommended. Chemotherapy should Not be stopped or 
interrupted unles§ severe drug intolerance or toxicity occurs 
necessitating a special management by a specialist to ensure a 
proper completion of ATT treatment. 

Drugs and Regimens ے>‎ 

Tuberculosis treatment should be started after a firm diagnosis has been 
made. TB patients should receive a full course of treatment according to 
their weight, specific regimens and specified duration and no ATT drugs 
should be given on a trial basis. TB patients can be categorized into 3 
major groups: 


۷ڈ 


4. New Cases 3 
2 Re-Treatment Cases 
3 Re-Treatment failures 

New Cases 


month. This group includes the following: 


۰ Smear positive pulmonary tuberculosis. 
. Smear negative pulmonary tuberculosis, 
۰ Extra-pulmonary tuberculosis. 


The treatment for this group of pati c 
ا‎ e P of patients should be 6 months short course 


Initial Intensive Phase: 


2HRZE, i.e. Isoniazid, Rifampicin, p. inistered und 
direct observation (DOT) daily for 2 ue MC sanies 
Continuation Phase: 5M 


4HRE i.e. Isoniazid, Rifampic 


in and Et اس‎ daily for 4 months. 


jg regimen 5ا‎ 2HRZE/4 


y 


itoring during Treatment 
perform Sputum Exam 
athe end of the initial phase 


Athe end of treatment 


Atthe end of the 2nd month 
patients 
sputum smear-negative 


Atthe end of the 2nd month 
patient 


Ssputum smear-positive 


Athe start of the 5th month 
Patient 
Ssputum smear-positive 


than one 


commends that in popu 


ce new TB patients sho 


puring the continuation phase 


HRE a 


nda 
ations Stered o 


uld Nown 
z^ table alternative to HR, ^ "eive HRE Eve pected high levels tri. 
۵0 EXAMINATION APY in the 000 of ہس‎ 
f ear examinatio ase as 
ا و‎ sputum Hn the key follow-up 
p% orning s results of the * SX8mination, and tr 
gee am 9 sample should be examing nett ATIS Satment decisions 


One sputum Sample, 


On each follow-up Visit 


i Treatme 


nt regimen 6 month 
The end of 2nd month » 
. The start of 5h month 

; he end of the 6th month — — — 


Start & Continue with the continuation phase — | 
treatment as planned 
until the end of regimen 


Do Xpert/MTB Rif assay. j 

If RR not detected. START continuation phase 
| treatment. 

If RR detected then refer to Management of DR 
| TB. 
Í Declare treatment outcome as New Case- CAT -I 
treatment ۱ 
failure 
Do drug susce! 
Re-register patie 
Start retreatment 


ptit ility test - 
nt as treatment failure : 
regimen as treatment failure 


Kies 
the start of the 5th month 
Patient 


8 s 
Um smear-negative 
-S end of the 6th month 


tinue with the treatment as planned until the end | 

Contin CORTI 

2 regime considered cured, if last sputum not done, 
ient IS 

Patie S inei 


completed. —— 


EN sputum negative __ 
Putum negative 


nder J 


nd of the 6th month patie 
"lum smear-positive 
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یہ 
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s at the 2 | 
ame steps ? 
nt | Follow D ont if sputum * 
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smear * — — ۱ 
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2. Re-Treatment Cases 
> In patients who require TB retreatment, the current category || 
wi 


i ZESMHRZE/5HRE) should no longer be 
۶75 drug-susceptibility testing Should be 
conducted to inform the choice of treatment. Therefore, after 
registration as re-treatment case & before starting treatment, all 
TB cases eligible for re-treatment regimen will be tested on X-pert 
to exclude RR, it is preferable also to determine isoniazid 
resistance status. $ 

> Standard first-line treatment regimen (2HRZE/4HR) is to be 
repeated if no resistance is documented. |f rifampicin 
resistance is present then these patients are referred to drug 
susceptibility testing and treated as MDR cases. 
> AI smear-positive cases identified as "failures", "treatment 
after lost to follow up" and "relapses" should be classified as 
“retreatment” cases. In patients who have had treatment 
interruption, the reason for the interruption, such as medication 
stock-outs, adverse effects from medicines or need for greater 
z patient/provider education should be addressed. 
The recommended treatment for this group of 
patients is 8 months as follows: 


Initial Intensive Phase: 

3HREZ: i.e. Rifampicin, Isoniazid, Pyrazinamide 

and Ethambutol for 3 months. 

Continuation Phase: 

5HRE: i e Rifampicin, Isoniazid and Ethambutal for a period of § months 


In settings where rapid molecular-based drug-susceptibility testing results 
are not routinely available to guide the management of individual patients 
these patients may receive the retreatment regimen containing first-line 

€ ng first-line 
drugs 2HRZES/1HRZE/SHRE if data show low or medium 7 of MDR 
in the area or if such data are unavailable. 
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examined on each follow-up visit. es e 
E ۷ oco c —— 
iT Exam | Treatment regimen 8 months 
| a the end of the initial phase The end of 3rd month - j 
vais a ماش‎ phase - Sy The end of 5th month 

of treatment The end of ٥۰ 


fous 


ا کس REI Ue‏ 5 ا 
hen to end intensive‏ 


If 
At the star of first month pati 
sputum smear-positive 


At the end of the 3rd month 
patients 


; regime 
sputum smear-negative (true for | : E 


vast majority) 

At the end of the 3rd month - 
patient 

is spulum smear-positive 


Atthe end of the 5th month 
patient 


IS sputum smear-Negative 


| 
ent Is Regis 


wi Phase & st : 
retreatment TB cases art Continuation Phase of ¢ Sd 
r- Treatment in 


Next Step m 
ler patient for Prey - 
or Previ 
Do XperUMTB mi ا‎ treated case- CAT II 
| IR, résistant out ilo n Oré'Start of treatment 
| IR Kn F TB Management unit 
Ive, Start Intensive Phase 
‘Slat continuation phase an 
ontinuati treatm i 
7 ation phase treatment until the end of 


| 

| Repeat XperUMTB Rif assay / X- i 

| available send ; ec oe 

, Specimen for DST also. if X-pert report as RR 
refer patient to 

_ PMDT site for management 


| If RR not detected start continuation phase of re- 
| treatment. 


21 | Continue continuation phase until the end of 


| regimen 
| 


Atthe end of the 5th month 
patient 
is sputum smear-positive 


At the end of the 8th month 
patient 

is sputum smear-negative 
At the end of the 8th month 
patient 

I$ sputum smear-positive 


1ا 


3. Re-treatment Failure: — . 
ents 


> This is a group of patiente Mt the fifth 


found to be embers 
imen or a C 
poured of re-treatmen $ 
TB suspect and their SP 
drug sensitivity te 
regimen is designe 
anti TB drugs pen 


d and i 


t regimen. 


sting at 


۱ Declare Treatment Outcome Previously treated 
| case- CAT-II 
TREATMENT FAILURE 


Declare treatment outcome "CURE, If last 
sputum not done, 
declare treatment completed. 


t Outcome Previously treated 


Declare Treatmen 
case- CAT-II 
TREATMENT FAILURE 


treatment regimen are 
who during ا‎ 4 the treatment 


leted the full 


tum should Be Co 
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patients have to be referred to DR TB management. All close 
contacts are to be traced and evaluated for tuberculosis 


Treatment of extra pulmonary TB 

Pulmonary and extra pulmonary disease should be treated with 
the same regimens. Note that some experts recommend 9-12 
months of treatment for TB meningitis given the serious risk of 
disability and mortality, and 9 months of treatment for TB of 
bones or joints because of the difficulties of assessing 
treatment response. Unless drug resistance is suspected, 
adjuvant corticosteroid treatment is recommended for TB 
meningitis and pericarditis. 

In Tuberculous meningitis, Ethambutol should be replaced by 
Streptomycin. Although sometimes required for diagnosis, surgery 
plays little role in the treatment of extra pulmonary TB. It is 
reserved for management of late complications of disease such as 
hydrocephalus, obstructive uropathy, constrictive pericarditis 
and neu ological involvement from Pott's disease (spinal TB). 
For large, fluctuant lymph nodes that appear 2o be about to 
drain spontaneously, aspiration or incísion and drainage 
appear beneficial. 


COUNSELING AND EDUCATION OF TB PATIENTS 


* Proper counseling and education of TB patients along with 


chemotherapy is of utmost importance. Patients should be 
counseled that tuberculosis (> 95%) is curable if the right drugs are 
taken for the right duration. The patients should be explained that 
incomplete treatment may lead to drug resistance, which is an 
extremely difficult form of tuberculosis to treat. 
Most TB patients (about three in four) are poor and illiterate, so 
numerical explanation of six/eight-month treatment should. be 
supplemented by. Sign-posting the treatment duration in terms of 
the month when the patient is expected to complete the treatment. 
Some patients may develop Symptoms related to 
TB drugs. These symptoms may range from mild سی‎ Có 
jaundice. The education of patients helps them to detect and take 
action concerning these side effects Promptly, Patients should be 
advised to consult staff at the health facility if itching of the skin 
bai vomiting, impaired vision etc. is noticed i 
atients should cover their Mouths wi i 
cen enanos al amena a Rn Sh T wi 
roplet infection, Patients do not need to cover their mouth when 
g: 2 


Patients should 8ا٥‎ 70 
and then bury it or pu ite ig Gra People, 


7 
Spit into a container 

bacteria are not spread 
Or through sexual contact. This 
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: Case whi at th 
previously treated case of treatment 3r 8 ath mene 
it is important to Verify that Patients ha , 

Heredes Provided by asking Specific 
should be given an Opportunity to Share hig 
care provided and th 8 


1 - the care provided 
possible to deal with these Concerns, y 


Clearly under 
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Iher concerns with the 
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IMAGING CONTACTS 


[4 


v. 


Contacts are people who. ha 


à Ve been sharilg th S livi 
premises and the daily life acti dont Rame Dg 


mises Vities with’the patient. It is important 
to identify contacts, of a -Ratient with sputum. smear positive 
pulmonary tuberculosis, and manage them in order to reduce the 
risk of missing cases and continued transmission of TB 15 other 
family members. duni. 


Priority is assigned in screening contacts that had frequent, 
prolonged and close contact with the patient during the Mee 
period, in an enclosed environment. This may include pur 
living in the same household or dwelling, close relatives and ds 
and close work colleagues who share the same indoor sma 

area on daily basis. : 


All child contacts till 5 year 
BCG scar. The manageme 


two steps. Il the household members 
Identifying and Retrieving Contacts ^ „All household members 


tacts. ho 
: d to be Con d and those wl 
Should be ا‎ M gender need be 5e. Facilly should be 
se of a nite at the health : 

need further scre ; 
identified, 55 
All children less than 5 aes asse 

ITB Care Facility for fu of age found apy (I A, 
Children below 5 ود‎ prophylax e iven for a peri 
Symptoms are put on /kg an m 


s must be examined for symptoms and 
nt of contacts consists of the following 
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heir earliest convenient*date. The significance of screening all سڈ‎ 


t 5 
Contacts should be explained to the patient and the patient should 


be given a, list of the household members who need to visit the 

BMU /TB Care Facility «The patient should also be requested to 

encourage the household members'to get screened. 
IDENTIFYING & MANAGING SIDE EFFECTS 
Screening for side effects of anti-tuberculosis drugs is essential part of follow-up at 
Health Care Facility. There are two main types of side effects of anti-tuberculosis drags 
major and minor side effects. j 
Major Side Effects: are those that give rise to serious health hazards. In this Case, 
discontinuation of anti-tuberculosis drugs is mandatory and the patient should be 
referred to a hospital specialist. TB drugs can cause the following major side effects: 

MAJOR SIDE EFFECTS LIKELY CAUSATIVE DRUGS 


agape are Likely causative drugs 
' Skin rash Thiacetazone, Streptomycin 
| ! Deafness ` Streptomycin 

‘Dizziness > — Streptomycin 
, Jaundice . Isoniazid, Rifampicin, Pyrazinamide 
; Visual 
Impairment Ethambutol 

Shock Rifampicin 

Purpura f Rifampicin 


Minor Side Effects: Minor side effects cause only relatively little discomfort. They 
often respond to symptomatic or sim 1 t but occasionally persist for the 
duration of drug treatment. In this Derculosis t nent should be 
continued and sympto tme! À e the following 
f minor side effects: 


Minor side e 
Anorexia, nausea 
pain 

Joint pain 


-Burning sensati 
— Itching of skin 
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> ART is recommended for all people infected with HIV and diagnose, 
with TB whose CD4 counts are 350 cells/mm or less 

> ART should be deferred in pulmonary TB patients whose CD4 cej 
count exceeds 350 cells/mm provided that there i6 no other Stage ^ 
or 4 event. Patients whose CD4 count at TE diagnosis exceeds 250 
cells/mm3 should be re-evaluated 8 weeks after starting TE therapy 
and again when TB treatment is completed 

- ART is recommended for all people living with HIV diagnosed With 
extra pulmonary TB; regardless of the CD4 count 

» Co trimoxazole is recommended to be added to all cases throughout 
the treatment period. Only specialized centers should undertake 
treatment of such cases ^ 

Pregnancy and breastfeeding a os , 


> Women of childbearing agë should be asked about current or planned 
pregnancy beforesstarting TB treatment. A pregnant woman should be 
advised that successful treatment of TB with the standard regimen is 
important for successful outcome of pregnancy. With the exception of 
streptomycin, thé "first line anti-TB drugs are safe for use in 
pregnancy: streptomycin is ototoxic to the fetus and should not be 
used during pregnancy. l ý 

~ A lactating female who has TB should receive a full course of TB 
treatment, Timely and properly applied chemotherapy is the best way 
tà prevent transmission of tubercle bacilli to the baby. Mother and 
baby should stay.together and the baby should continue to breastfeed 
and she should cover her face with mask/veil to avoid breathing over 
the infant. After active TB in the baby is ruled out, the baby should be 
given 6 months of INH therapy followed by BCG vaccination. 

Liver disorders ` i 7 
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r Pe treatment should be stopped if the ALT is more than 5 
Imes normal in the absence of symptoms and 3 times 


f 6 
t way normal in the presence of symptoms suggestive of 
' and hepatitis. If the TB situation is serious enough to continue 
tfeed ATT (like in TBM, tuberculous pericarditis or tuberculous 
over | Spine) then any one of the above mentioned regimens 
Id be (with two or one hepatotoxic drugs) should be continued. 
; treatment can be halted till hepatic 


> |n less serious situations, [ c 
| functions have returned to normal and then either the treatment is 
reinstituted or any of the two above mentioned regimens (with two 
or one hepatotoxic drugs) can be started”. 


Renal failure and severe renal ا‎ regimen for patients with rena! 
> initial TB treatm isoniazid, rifampicin. 
7 recommended (I. ciens is 2 montani Mis of isoniazid and 
pyi ead vede ethambutol, follows کک‎ py biliary excretion, 5? 
razinamide an 4 icin are € 
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nd metabolites of 
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Fixed Dose Combinations (FDCS) 
30-39 Kg 2 tablets 

40-55 Kg 3 tablets, 

SS Kg & above 4 tablets 


| 
| 
i " 
I 
| 
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Tablets Myrin P forte ۱ 
~ (RHZE) R= 150 mg, H= 75mg, Z= 400mg, E= 275. 
~ R= Rifampicin H= Isoniazid Z= Pyrazinamide E= Ethambutol 


Tablets Myrin P 


7 (RHZE) R= 120 mg, H= 60 mg, Z= 300mg, E= 225. 
Recommended Dose: 


Recommended dose 


A ۶ Daily 7 ~ Sume week * 
i UN | — Maximum Dose and range Daily maximum 
(mg/kg body (mg) /kg bo 
کا 7724ہس‎ Cn 7 
Isoniazid 5(-6) | 300 10 (8-12) 900 


Rifampicin 10 (8-12) 600 


Pyumé | 25 (0-0) |  - 


Ethambutol 15 (15-20) 
Streptomycin — _15 (12-18) 


600 


7ے 


- 


کا 


RE-TREATMENT CASES: (FDCS 


Patient body — - 


Weight (kg) 

1 | | 2Monihs. - 
$ I yon 
v 40-49 . 600mg 
] 40-54 750mg 


| 750mg 
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Wisdom Serieg 
CNS well and should n 

nd ethambutol do not penetrate the C "m 

" Ei upon among the number of effective drugs to treat ۱۸۵۸۰ 

meningitis. Kanamycin. amikacin and streptomycin only penetrate the 

cerebrospinal fluid in the presence of meningeal inflammation There ad 

little data on the CNS penetration of capreomycin, clofazimine, bedaquiline or 


delamanid 5 
Conventional treatment regimens - 
e In patients with rifampicin-resistant or multidrug-resistant TB, a regimen with a 
least five effective TB medicines during the intensive phase is recommended, 
including pyrazinamide and four core second-line TB medicines - one chosen 

from group A, one from group B, and at least two from group Cc 
e If the minimum of effective TB medicines cannot be composed as above, an 
agent from group D2 and other agents from D3 may be added to bring the total to 
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| 


"E five’ 

| e |n patients with rifampicin-resistant or multidrug-resistant TB, it is recommended 
that the regimen be further strengthened with high-dose isoniazid and/or 
Ethambutol 

Medicines recommended for the treatment of rifampicin-resistant and multidrug- 

resistant TB 


A. Fluoroquinolones 


Levofloxacin 
Moxifloxacin 
Gatifloxacin 
Amikacin - 
Capreomycin : 
.| Kanamycin 
ار ڑا‎ S 5 x. Streptomycin) 
| C. Other core second-line agents | Ethionamide / Prothionamide 


B. Second-line injectable agents 


Oy 


۰ 


E Add-on agents 
(not part of the core MI 


| No, 
| hen give short MDR.TB reg! 
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pacteria resistant to the medicine 


| Rifampicin-resistant TB (RR-TB) is 


i ici ca : 
past rifampicin, one of the most effecti used by TB bacteria that are resistant to at 


i ۷۵ anti- n 
second-line. treatment similar to MERE uU ERE These patients need 


0)۰ stant TB (MDR-TB) is caused by TB bacteria that are resistant to at 


past isoniazid and rifampicin, the two most effecti i 1 
second-line treatment ective anti-TB drugs. These patients need 


' Extensively drug-resistant TB (XDR-TB) is a form of MDR-TB that is also resistant to 
any fluoroquinolone and any of the second-line anti-TB injectable agents (i.e. amikacin, 


| kanamycin or capreomycin) 


CHOOSING THE MDR-TB TREATMENT REGIMEN IN PATIENTS WITH CONFIRMED 


| RFAMPICIN-RESIS TANT OR MDR-TB 


CRITERIA: Do any of the following apply? 
v Confirmed resistance or suspecte! 
shorter MDR-TB : à 
regimen (except isoniazid resis 
v Exposure to >1 second-line 
month 00717٦ 
v Intolerance to >1 medicines in th 
(e.g. drug-drug 
interactions) 


Y Pregnancy 0 | 
7 Atlee pulmonar “me In the shorter MDR-TB regimen not 
V Atleast one medicine 
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d ineffectiveness to a medicine in the 


tance) 


medicines in the shorter MDR-TB regimen for >1 


e shorter MDR-TB regimen or risk of toxicity 
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oxifloxacin, PtosProthionamide, Gfzsr 


= KmeKanamyein, MixeM 
Z*Pyrazinamide; 
Hhigh-dose® high-dose Isoniazid, EE thambutol 


If any of above criteria found or failing regimen, drug intolerance, return äftor 
interruption >2 months to short regimen, emergence of any exclusion 6114114 
then give conventional regimen 


Intensive phase 
Duration: Up to 8 months 
Composition: 4 or more second-line drugs 


Continuation phase 


Duration: 12 months or more Composition 3 or more second-line drugs + 


ML 


Management of Diabetes Mellitus 
(ADA 2018) 
CLASSIFICATION 
Diabetes can be classified into the following general categories: 
I) Type’ diabetes (due to autoimmune B cell destruction, usually leading to 
absolute insulin deficiency) 
Hl) Type2 diabetes in background of insulin resistance) 
IV) Gestational diabetes mellitus (GDM) (diabetes diagnosed in the second or third 
trimester of pregnancy that was not clearly overt diabetes prior to gestation) 
V) Specific types of diabetes due to other causes, such as neonatal diabetes and 
maturity-onset diabetes of the young [MODY)), diseases of the exocrine 


pancreas (such as cystic fibrosis and pancreatitis), and drug- or chemical: 
induced diabetes (such as with glucocorticoid use, in the treatment of HIVIAIDS, 


or after organ transplantation) 


i OF Prediabet, 
; red in , es [n 
Americans) adults who hace Overweight or obese (pw 7 “symptomatic adults 


i e or À 
* First-degree relative With diabetes More of the followi 


hiGity (e.g, African American, Latino, Nati 1 
Islander) 1 | Asian American Pacifi 
* History of Cvp ie 


(2.82 mmol/L) 
* Women with Polycystic Ovary syndrome 
* Physical inactivity 
* Other clinical conditions ass 


Ociated with insulin resistance ( 
nigricans) 


۶8: Severe obesity, acanthosis 


2. Patients with prediabetes (A1C 25.7% [39 mmol/mol), IGT, or IFG) should be tested yearly. 

3. Women who were diagnosed with GOM should have lifelong testing at least every 3 years, 

4. For all other patients, testing should begin at age 45 years, 

5. If results are normal, testing should be repeated at a minimum of 3-year intervals, with 
consideration of more frequent testing depending on initial results and risk status. 


| Prediabetes 


Prediabetes" is the term used for individuals whose v pedes گا‎ 
triteria for diabetes but are too high to be considered normal. 
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Sor, 
> Women with a history of gestational diabetes mellitus found to have Prediat d 
should receive intensive lifestyle interventions or metformin to prevent diab 


Screening for and diagnosis of GDM 
One-step strategy ںہ‎ 
Perform a و-75‎ OGTT, with plasma glucose measurement when patient is fasti 
1 and 2 h, at 24-28 weeks of gestation in women not previously diagnosed wit 
diabetes , 
The OGTT should be performed in the morning after an overnight fast of at least 8 
h. The diagnosis of GDM is made when any of the following plasma glucose value. ate 
met or exceeded: 
> Fasting: 92 mg/dL (5.1 mmol/L) 
> 1h: 180 mg/dL (10.0 mmol/L) 
> 2h: 153 mg/dL (8.5 mmol/L) 
Two-step strategy 
Step 1: 
Perform a 50-g GLT (non fasting), with plasma glucose measurement at 1 h, at 24-28 
weeks of gestation in women not previously diagnosed with overt diabetes. 
If the plasma glucose level measured 1 h after the load is equal or greater than 130 
mg/dL, 135 mg/dL, or 140 mg/dL (7.2 mmol/L, 7.5 mmol/L, or 7.8 mmol/L), proceed toa 
100-g OGTT. 1 
Step 2: The 100-g OGTT should be performed when the patient is fasting. The 
diagnosis of GDM is made if at least two" of the following four plasma glucose levels 
(measured fasting and 1 h, 2 h, 3 h during OGTT) are met or exceeded: 
Fasting 95 mg/dl 
1h 180 mg/dl 
2h 155 mg/dl 
3h 140 mg/dl 
Immunization 
> Provide routinely recommended vaccinations for children and adults with 
diabetes by age. 
» Annual vaccination against influenza is recommended for all people equal or 
greater than 6 months of age, including those with diabetes. 
> Vaccination against pneumococcal disease, including pneumococcal pneumon? 
with 13-valent pneumococcal conjugate vaccine (PCV1 3) is recommended for 
children before age 2 years. People with diabetes ages 2 through 64 years 
should also receive 23-valent pneumococcal polysaccharide vaccine (PPSV23) 
At age above 65 years, regardless of vaccination history, additional 23 
vaccination is necessary. 1 7 
~ Administer 3-0056 seri f hepatitis B vaccine to unvaccinated adults with 
diabetes ages 19 through 59 years. ped ےار‎ 
NE De 
ults with dia abo 
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[48 mmol/mol]) for selected indivi 
significant hypoglycemia or oth 
polypharmacy). Appropriate pa 
diabetes, type 2 diabetes treat 


[64 mmol/mol]) may be appropriate for 
lycemia, limited life expectancy, advanced 
ications, extensive comorbid conditions, or 


Targets: 
MC. «7.096 (53 mmol/mol) 
?reprandial capillary plasma glucose 80-130 mg/dL (4.4-7.2 mmol/L) 
Peak postprandial capillary plasma glucose «180 mg/dL (10.0 mmol/L) ` 
PHARMACOLOGIC THERAPY FOR TYPE 1 DIABETES 
» Most people with type 1 diabetes should be treated with multiple daily injections 
of prandial insulin and basal insulin or continuous subcutaneous insulin infusion. 
> Most individuals-with type 1 diabetes should use rapid-acting insulin analogs to 
reduce hypoglycemia risk 
» Consider educating individuals with type 1 diabetes on matching prandial insulin 
l doses to carbohydrate intake, premeal blood glucose levels, and anticipated 
| physical activity : À 
| > Individuals with type 1 diabetes who have been successfully using continuous 
subcutaneous insulin infusion should have continued access to this therapy after 
| they turn 65 years of age 
| Pramlintide i h 
| Pramlintide, an amylin analog, is an agent that delays gastric emptying, sont 
| pancreatic secretion of glucagon, and enhances satiety. It is اور سر‎ 
| use in adults with type 1 diabetes. It has been shown to induce weight a 
lower insulin doses. Concurrent reduction of prandial insulin dosing ie required 


reduce the risk of severe hypoglycemia. E E 
سد‎ Agents ` 4 vay 
etformin 3 

> Adding metformin to insulin therapy may reduce insulin. 
improve metabolic control in patients with type 1 dial 
metformin was found to reduce insulin requireme 

and led to small reductions in weight and total 
improved glycemic control 


S 


¥ Given the potential adverse éffects of immuno- suppressive therapy, Pancre 


» Metformin, if not contraindicated and if tolerated, is the preferred initial 


> Long-term use of metformin may be associated with biochemical vitamin B12 


v 


v 
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SURGICAL TREATMENT FOR TYPE 1 DIABETES 


Pancreas and Islet Transplantation 
» Pancreas and islet transplantation have been shown to normalize 


Glucose Iy, 


but require life-long immunosuppression to prevent graft rejection ang recura 
ب0‎ 


Of autoimmune islet destruction. 


transplantation should be reserved for patients with type 1 diabetes Under, 

simultaneous renal transplantation, following renal transplantation, or for those 

with recurrent ketoacidosis or severe hypoglycemia despite intensive glycem;. 

management j 1 
F E 2 DIABETES 


Pharmacologic agent for the treatment of type 2 diabetes. 


deficiency, and periodic measurement of vitamin B12 levels should be 
considered in metformin-treated patients, especially in those with anemia or 
peripheral neuropathy. i 
Consider initiating insulin therapy (with or without additional agents) in patients 
with newly diagnosed type 2 diabetes who are symptomatic and/or have A1C 
10% (86 mmol/mol) and/or blood glucose levels 300 mg/dL (16.7 mmol/L). 
Consider initiating dual therapy in patients with newly diagnosed type 2 diabetes 
who have A1C 9% (75 mmol/mol). — - s 

In patients without atherosclerotic cardiovascular disease, if mono- therapy or 
dual therapy does not achieve or maintain the A1C goal over 3 months, add æ 
additional antihyperglycemic agent based on drug-specific and patient factors 
A patient-centered approach should be used to guide the choice of 
pharmacologic agents. Considerations include efficacy, hypoglycemia risk, 
history of atherosclerotic cardiovascular disease, impact on weight, potential so 
effects, renal effects, delivery method (oral versus Subcutaneous), cost, and 
patient preferences. > ; T3 
In patients with type 2 diabetes and established atherosclerotic cardio- vasc” 
disease, antihyperglycemic therapy should vit le management 77 
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* When basal insulin iseadded to antihyperglycemic agents in patients With type 
diabetes, long-acting basal analogs (U-100 glargine or detemir) can pe F Pez 
instead of NPH to reduce the risk of symptomatic and nocturnal hypoglycemia 


Bolus Insulin 


» Many individuals with type 2 diabetes may require mealtime bolus insulin dı 
in addition to basal insulin. Rapid- acting analogs are preferred due to their 3 
prompt onset of action after dosing 

» In September 2017, the FDA approved a new faster-acting formulation of insuie 
aspart, The recommended starting dose of meal- time insulin is 4 units, 0.4 
units/kg, or 10% of the basal dose. If A1C is ,8?5 (64 mmol/ mol) when startin. 


mealtime bolus insulin, consideration should be given to decreasing the basal 
insulin dose 


Premixed Insulin 


* Premixed insulin products contain both a basal and prandial component, allown; 
coverage of both basal and prandial needs with a single injection NPH/Reguia, 


70/30 insulin, for example, is composed of 70% NPH insulin and 30% regular 
insulin 


Inhaled Insulin 


» Inhaled insulin is available for prandial use with a more limited dosing range. Itis 
contra- indicated in patients with chronic lung dis- ease such as asthma and 
chronic obstructive 

» pulmonary disease and is not recommended in patients who smoke or who 
recently stopped smoking. It requires spirometry (FEV4) testing to identify 
potential lung disease in all patients prior to and after startir g therapy.. 

ination In. le Thera 


~ | basal insulin has been titrated to an acceptable fasting blood glucose level (cr * 


the dose is .0.5 units/kg/day) and A1C remains above target, consider 320130۳9 
to combination injectable therapy. 


7 When initiating combination inject- able therapy, metformin therapy should be 
maintained while other oral agents may be discontinued on an individual bass ^ 
avoid unnecessarily complex or costly regimens (i.e., adding a fourth anti- 
hyperglycemic agent). 

> In general, GLP-1 receptor agonists should 
of basal insulin. Sulfonylureas, ' Hin 
are typically stopped once more 
used. ۰ 

z In patients with sub- c 
large insulin doses, ac 

help to improve coi 

potential side eff 

dose titration is 
insulins based 
pharmacodyna 
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HIN n Diabetic Patient T" 

۴ Patients With confir, i mte 
addition to lif "s office-baseg blood pr 


d 
estyle th 6858۷۲۸ 140, 
pharmacologic Cray, have Prompt initiati 90 mmHg Should, in 


٥ i Heads) 
0 achieve blood Pressure Sanne, titration of 
Ce-based pj 
addition to | 0d pressure 4 
di ugs ot a en " pil aby have Prompt initiation and tine? Grati "d i 
arate ایرب‎ ation of 0 
cardiovascular events in patients with ddp demonstrated lo reduce 


Treatment for hypertension 


Should i| 
cardiovascular ey uld include drug classes demonstrated to reduce 


ents in pati i i m ۷ 
receptor blockers. thlazide. Noe With diabetes (ACE inhibitors, angiotensin 


blockers) ike diuretics, or dihydropyridine Calcium channel 


However LU therapy 's generally required to achieve blood 

2 an ations of ACE inhibitors and angiotensin receptor blockers and 
combinations of ACE inhibitors or angiotensin receptor blockers with direct renin 
inhibitors should not be used. 
An ACE inhibitor or angiotensin receptor blocker, at the maximally 
tolerated dose indicated for blood pressure treatment, is the recommended first- 
line treatment for hypertension in Patients with diabetes and urinary albumin-to- 
creatinine ratio 300 . 
For patients treated with an ACE inhibitor, angiotensin receptor blocker, or 
diuretic, serum creatinine/estimated glomerular filtration rate and serum 
potassium levels should be monitored at least annually 


pressure targets. 


Statin Treatment 


» 


1+۲ ہہ 


i ith di i i disease, 
For patients of all ages with diabetes and atherosclerotic cardiovascular 
ا‎ statin therapy should be added to lifestyle therapy. 
E i ith di i itional atherosclerotic 
For patients with diabetes aged ,40 years with additional 
ا‎ disease risk factors, the patient and provider should consider 
using moderate- intensity statin in addition to lifestyle. سو‎ "m 7 
: i ith di d greater than 
For patients with diabetes aged 40— 75 years ani 
without atherosclerotic cardiovascular disease, use moderate-intensity 
statin in addition to lifestyle therapy. ; ۱ > موس‎ 
In clinical practice, providers may need to xou ‘ae Aasa d 
based on individual patient response to medica d amr therapy). For patients 
LDL cholesterol levels, or percent LDL "e the maximally tolerated statin 
who do not tolerate the intended intensity of statin, ۱ 
dose should be used. disease, if LOL i 
For patients with diabetes and anao r adding 
holesterol is 70 mg/dL on maximally tole d inhibitor) 


ch as ezetimibe or PC Tek 
ditional LOL- lowering therapy (su va 
evaluating the potential for further atherosclerotic cardiovascular ات‎ 


tient preferences. 
reduction, drug-specific adverse effects, and pal 
be preferred 


۷۷۶۷ 7 
,. 8 uc TET — m Str, 
* due to lower cost E 
» Statin therapy is contraindicated in pregnane 
00 mg/dL (5.7 mmol/L), evaluat 
R lente with fasting triglyceride levels 5 : 1 € for 
4 Kem causes of hopeniriglyceridem!a and consider medical therapy to 
reduce the risk of pancreatitis, 
ANTIPLATELET AGENTS 
lary prevention strategy in 
۔‎ Use aspirin therapy (75-162 mg/day) as a 76 : y 
those with رن‎ and a history cf atherosclerotic cardiovascular disease. 
For patients with atherosclerotic cardiovascular disease and documented aspirin 
allergy, clopidogrel (75 mg/day) should be used. Hee 
> Dual antiplatelet therapy (with low- dose aspirin and a P2Y 12 inhibitor) is 
reasonable for a year after an acule coronary syndrome and may have benefits 
beyond this period. 1 . 
> Aspirin therapy (75-162 mg/day) may be considered as a primary prevention 
strategy in thoso with type 1 or type 2 diabetes who are at increased 
cardiovascular risk, This includes most men and women with diabetes 
aged 50 years who have at least one additional major risk factor (family history 
of premature atherosclerotic cardiovascular dis- ease, hypertension, 
dyslipidemia, smoking, or albuminuria) and are not at increased risk of bleeding 


DIABETIC KIDNEY DISEASE 
Screening 
~ Atleast once a year, assess urinary albumin (e.9., spot urinary albumin-to- 
creatinine ratio) and estimated glomerular filtration rate in »atients with type 1 
diabetes with duration of 5 years, in all patients with type 2 diabetes, and in all 
patients with comorbid hypertension. F 


Treatment 


> Optimize glucose control to redu 
kidney disease. ’ 


> Optimize blood pressure 
diabetic kidney dis 


For people with nondia 


z gnant patie 
n angiotensin 


ory 


ng 


ed 


Periodicall i 

2 y monitor Serum Creatinin, 
OF Increased creatinine or chana. e and Potassium | 
angiotensin receptor blockers - T 


S, 0 diureti 


DIABETIC RETINOPATHY 


> Optimize glycemic control to re- duce the risk or او‎ 
or Slow the 


retinopathy. 
| dis y Progression of diabetic 
Fr [9] i 
ue od pressure and serum lipid control to redi i 
Progression of diabetic retinopathy. "edendo y 
Screening 


> Adults with type 1 diabetes 
examination by an ophthal 
diabetes. 


Should have an initial dilated 
| é and comprehensive 
mologist or optometrist within 5 years after the رو‎ of 


~ Patients with type 2 diabetes should have an initial dilated and comprehensive 


eye examination b i tri i i 
Were i ۷,830 ophthalmologist or optometrist at the time of the diabetes 


NEUROPATHY 

> All patients should be assessed for diabetic peripheral neuropathy 

> Starting at diagnosis of type 2 diabetes and 5 years after the dignosis of type 1 

diabetes and.at least annually thereafter. 

> Assessment for distal symmetric poly- neuropathy should include a careful 
history and assessment of either temperature or pinprick sensation (small- fiber 
function) and vibration sensation using a 128-Hz tuning fork (for large- fiber 
function). All patients should have annual 10-g monofilament testing to identify 
feet at risk for ulceration and amputation. ; 
Symptoms and signs of autonomic neuropathy should be assessed in patients 
with microvascular complications. : 
Treatment ) 
; ; y lopment: of neuropathy in 
> Optimize glucose control to prevent or delay the developm of neuropati 

paleis fts type 1 diabetes A and to slow the progression of neuropathy in 


patients with type 2 diabetes. aet 


neuropathy B and symptoms í 
life. 

> Either pregabalin or dul 
treatments for neuropathi 


FOOT ۸ 
» Perform a comprehe' 
for ulcers and amputat 
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All patients with diabetes should have their feet inspected at every 
Obtain a prior history of ulceration, amputation, Charcot foot, angioplasty o 
vascular surgery, cigarette smoking, retinopathy, and renal dis- ease aNd issan 
current symptoms of neuropathy (pain, burning, numbness) and Vascular g ۹43۷ 
(leg fatigue, claudication). 

The examination should include inspection of the skin, assessment of foot 
deformities, neurological assessment (10-g monofilament testing with at least 
one other assessment: pinprick, temperature, vibration), and vascular 
assessment including pulses in the legs and feet. 

Patients with symptoms of claudication or decreased or absent pedal pulses 
should be referred for ankle- brachial index and for further vascular assesamery 
as appropriate. 

A multidisciplinary approach is recommended for individuals with foot ulcers and 
high-risk feet (e.g., dialysis patients and those with Charcot foot, prior ulcers, or 
amputation). 

Refer patients who smoke or who have histories of prior lower-extremity 
complications, loss of protective sensation, structural abnormalities, or peripheral 
arterial disease to foot care Specialists for ongoing preventive care and life-long 
surveillance. 

Provide general preventive foot self-care education to all patients with diabetes 
The use of specialized therapeutic footwear is recommended for high- risk 
patients with diabetes including those with severe neuropathy, foot deformities, 
or history of amputation 
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JNC û Guideling for HTN 


Implement lifestyle Interventions 


(continue throughout Management) 


Set blood Aressure goal and ۱۸۷۸۷۵۱۵ blood pressure lowering medications 
based on àge, diabetes, 


and chronic kidney (CKD) diseno. 


Ages 2 60 years Ages < 60 years [ All ayes 
7 Diabetes present 
۳ ko 
E Rh By Farc 
Blood pressure goal Blood pressure goal 
| Bes ا لوہ‎ | SBP < 140 mm Hg. SOP < 140 mm Hg 
کاوسم‎ BP < 90 mm Hg DBP « 90 mm Hg 
DBP < 90 mm Hg 1 bi 
ee apanas 
Non-black 
> aon 
$ Initiate thiazide-type diuretic 
or ACEI or ARB or CCB, alone or 
, Ín combination. 


A Maximi i 
before 

Ada iaeo ایریا‎ 

C. Start with 2 medication : 


Zw 
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Snake Bite Treatment Protocol 


There are about 236 species of snakes, most of which are nonpoisonous. Their bites 
apart from qausing panic reaction and local injury, do not harm the patient j 
However, there are 13 known species that are poisonous and of these four, name, 
common cobra (Naja naja), Russell's viper (Dabiola russelli), saw-scaled viper (Echis 
carinatus) and common krait (Bungarus caeruleus) are highly venomous and belieyeq 7 
be responsible for most of the poisonous bites E 
FIRST AID 


» Much of the first aid currently carried out is ineffective and dangerous The case 
management at the field level should include reassurance, immobilizing the bitten 
limb and transporting the victim to nearest treatment facility at the earliest Where 
definite treatment can be provided , 


What can be Done in tho Field? 


» Reassure the victim that death is not imminent and medical care is available 
Control anxiety as excitement will increase heart rate and lead to spread of 
venom. Make the victim lie flat with bitten limb below the heart level 


» Remove shoes, rings, watches, jewelry and tight clothing from the bitten area as 
they can act as a tourniquet when swelling occurs. Immobilize the victim's bitten 
limb using a splint and lightly put a bandage. 


» Be prepared to treat the shock and provide cardiopulmonary resuscitation (CPR) 
Get the victim to the nearest secondary or tertiary care hospital where antivenom 
can be provided پ۹‎ 


Do not apply a tourniquet. Do not wash the bite site with soap or any other 
solution to remove the venom. Do not make cuts or incisions on or near the bitten 
area. Do not use electrical shock. 


» Do not freeze or apply extreme cold to the area of bite. 


Do not apply any kind of potentially harmful herbal or folk remedy. Do not attempt 
to suck out venom with your mouth. 


> Do not give the victim drink, alcohol or other drugs. Do not attempt to capture. 
handle or kill the snake and patients should not be taken to quacks. 
~ There has been some initial research which suggests that a "Pressure Pad at 


the site of bite may be of benefit. This, however, needs to be evaluated in field 
India to assess its efficacy. 


SNAKE BITE TREATMENT 

This can be divided into. 

The initial managemen includes dealing with airway, breathing 
and treatment of shock. 


Administer tetanus toxoid if skin is breached and antibiotics if there is cellulitis or loc?! 
necrosis. 


3 


By 


ds این‎ 
piagnosis Phase 


India which can cause confusion. 


All the patients Should be kept under observation for a minimum of 24 hours. 
Many species, particularly the Krait and the hump-nosed pit viper are known for 
delayed appearance of Symptoms which can develop after 6-12 hours. 


| Investigations 


be 


Y ¥ v 


v 


fov 


Twenty-minute whole blood clotting test (20WBCT) is considered as reliable 
test of coagulation which can be carried out by bedside and is considered to be 
Superior to ‘capillary tube’ method for establishing clotting Capability in snake 
bite. a 

^ few milliliters of fresh venous blood should be placed in a fresh, clean and dry 
glass vessel preferably test tube and left undisturbed at ambient temperature for 


20 minutes. , mE 
After that tube should be gently tilted to detect whether blood is still liquid and if É 
so then blood is incoagulable. ; "۹۳۰۶ھ‎ S 

The test should be carried out every 30 minutes from 
and then hourly after that. E 
Hb/platelet count/peripheral smear prothrombin time 
thromboplastin time (APTT)/fibrin degradation prodi 
Urine examination for proteinuria/RBC/hemogle 


Biochemistry for serum creatinine/Urea/Potassi 


ECG/X-ray/CT/Ultrasound (The use of X-ray 
benefit, apart from identification of clot in vip 


Oxygen saturation/arterial blood gas (ABG) : 
Enzyme-linked immunosorbent assay (ELISA) to 
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Treatment Phase 


ə Pain can be relieved with oral paracetamol or tramadol. Aspirin or nonsteroida 
anti-inflammatory drugs (NSAIDs) should not be administered 


e Handling tourniquets though not recommended, current practices being followeg 
would see many snakebite victims reaching the emergency with tight tourniquet, 
e Care must be taken while removing these as sudden removals can lead to a 
massive surge of venom, leading to paralysis, hypotension, etc. Before removal 
of the tourniquet, check for the presence of pulse distal to it. If it is absent, engi. 
doctors presence before removal who should be able to handle Complications — 
such as sudden respiratory distress or hypotension 
e If the tourniquet has occluded the distal pulse, then blood pressure cuff Should be 
applied and pressure should be slowly reduced. Anti-snake venom (ASV) is the 
mainstay of treatment, polyvalent ASV, i.e. effective against all the four common 
Species; Russell's viper, common cobra, common Krait and saw-scaled viper ang 
no monovalent ASVs are available. 
Anti-snake Venom Administration 
* Anti-snake venom should be administered only when there are definite signs of 
envenomation, i.e. coagulopathy or neurotoxicity 
* Only unbound, free flowing venom in bloodstream or tissue fluid, can be 
neutralized by it. It carries the risk of anaphylactic reaction and doctors should be 
prepared to handle such reactions. 
Prophylaxis for Anti-snake Venom Reactions 
> There are no systematic trials of sufficient power to show that prophylactic 
regimes are effective in preventing ASV reactions. : 
> Two regimens are normally recommended, i.e. hydrocortisone (100 mg) + 
antihistamine or 0.25-0.3 mg adrenaline subcutaneously. 
Anti-snake Venom Test Dose 
> Test doses have not been shown to have predictive value in predicting 
anaphylactic reaction or late serum sickness and not recommended. 
Anti-snake Venom Dose È 
There have been some studies to evolve low-dose strategies. These studies have 
seriouś flaws and have no validity in India. Similarly are high-dose regimes. The 
recommended dosages are as following: 
Initial Dose 
> Mild envenomation (systemic symptoms manifest > 3 hours after bite) 
neurotoxic/hemotoxic 8-10 Vials 


M 


I» 


> Severe envenomation (systemic symptoms manifest < 3 hours after ^ei 
neurotoxic or hemotoxic 8 Vials Each vial is 10 ml of reconstitu 2 
٤ 


~ Children should receive the same ASV dosage as, adults. Further Dose 
depend on the response to the initial dose. ASV should be administered € 


ither 9 


Toacs 


v 


Victims Who Arrive Late 


U 3 
9 body Weight) Or as slow intravenous (IV) 


eu as a et 


venom can only be neutralized 


Perform a 20WBCT to determine if any coagulopathy is present. If it is present, 
administer ASV, otherwise treat renal failure. 


In the case of neurotoxic envenoming where the victim is having symptoms such 
as ptosis, respiratory failure, etc. it is probably wise to administer 1 dose of 8-10 
vials of ASV to ensure that no unbound venom is present. However, at this stage 


it is likely that most of the venom is bound and respiratory support will be 
required. 


Anti-snake Venom Reactions 
snake Venom Reactions 


` 
> 


> 


Repeat Doses of Anti-snake Venom = 


> 


Anaphylaxis with ASV may be life-threatening. The patient after ASV 
administration should be monitored closely and if anaphylaxis is evident, ASV 
should be discontinued. j E 
Antihistaminics can be administered to control the reaction and if severe, 
adrenaline should be administered. Once the patient has recovered, the ASV کت‎ 
be restarted slowly after 10-15 minutes, keeping close observation. Late seru 
Sickness can be treated with oral prednisolone and/or 200007 
Neostigmine is an anticholinesterase, which is particularly Wes m 
postsynaptic neurotoxins such as those of cobra and is not use s ag: 
presynaptic neurotoxin i.e. common Krait and the اوت‎ 5 ue 2 M 4 
Neostigmine test should be performed by administering 0.5-2 mg and 


neurological improvement occurs, it should be continued 1/2 hourly 


hours. 


After initial ASV dose, no additional ASV should po gon 
clotting test at 6 hours. This is due to the inability of ti 
factors in less than 6 hours. If WBCT more than 20 mi 
vials of ASV, i.e. 1/2 1 full dose, should continui 
restored or species is identified against whi 
The ASV regime for neurotoxic envenomatior 
initial dose, patient should be reassessed aní 


332 Wisdom y 
have not improved, a $econd dose of ASV should be given. This dose shoud 


be the same as the initial dose, i.e. 10 vials and then discontinued, 

> Once the patient develops respiratory failure, has received 20 vials, ASV thera 
should be discontinued assuming that all the circulating venom is neutralizeg 
should have assisted ventilation if required, 

» Only for snakes which inject massive amounts of venom, Such as the King cobra 
or Australian elapids, massive doses of 50+ vials are required, 

> In viper bites, heparin and botropase have been used but role is not Clear and ny 
recommended. 

FOLLOW-UP 


ny 
ang 


» After discharge from hospital, victim should be followed. If discharged within 24 
hours, patient should be advised to return if there is any worsening of symptoms 
such as bleeding, pain or swelling at the site of bite, difficulty in breathing, alere: 
sensorium, etc. t 

» The patients should also be explained about serum sickness which may manifest 
after 5-10 days. 
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3 cobr 7 TBiodata: Note Start Time: atm 
a E Hart fh li EPO 77 rage ene 
3 | Pre senting C ompi; "aint (P CYRUS ot History & write i dogs — 

and not 2 [History of Prese nting lilness s (HOPI) : 

m 7 History [F Past Medical Hx Past Surgical Hx eei] 
۱ Childhood H 7 Es 
lin 24 | x Vaccination Hx 
ptoms [5 | Drug & Treatment History TEN 
altereg [6 |Family History — 


m. | 7 ee of i. General Health 
es! stems 
| y HEENT (Head, Eye, Ear, Nose/Neck, Throat) 


| iii. Cardiovascular System 

[iv Respiratory System 

[ve Gastrointestinal System 

| vi. Genitourinary Systems 

| a. Urinary Symptoms... General 

b. Male Specific + genital symptoms 

c. Females .... Already asked in menstrual 


vit. Nervous System 
Hematology 

| lix Musculoskeletal System, CTD, Vasculitis 
|x. Skin 1 
| xi. Endocrine 


bS 

: xii. Psychiatric 
8 | Personal i Educational & Upbringing 

| i i Addiction: smoking, alcohol, IV Drug abuse 

TT Sexual History (if appropriate) 

| MEMD liv. Travelling: out of city & abroad 


"v. Diet & Exercise 
VW Hobbies & Leisure Activities 


Occupation 


E 
? | Social 
History 


So 
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j , ill. House & Surroundings, e 
| iv. Any pets, animals, cooking & milk 

| v. Relationships & Domestic 

| What Investigations and treatment given duri 


Personal ng Hospit ; 

Antecedents to | in Emergency & indoor? 1 Stay 

Disease Patient education about Diagnosis, nature of disease 
options? -Ry 


Ability to move, clothe, feed himself and maintain 
ME نا وھ‎ er 
[12 [Gencemne |١ حرائے سے سب سے پڑا مسالہ کیا ہے‎ Solaray 


13 اپ گے Reflect back summary fq vez £f‏ 
ب کاک را۲ پا یں Ble AcE‏ میں روک بآ 
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pistory Taking in Internal Medicine 


Source of History: patient him/herself, relative, care taker 


Pe آے ج کے‎ E را‎ A i 
edad vL nb Ape ور‎ ٤+ ب۵٣‎ 


She S کسی او رکوفراہم‎ sue 
Which language you can understand better? Urdu, Punjabi, Saraiki 
Name: .................................... (Call by patient name throughout) 
Age — Fes Date OBIS e crc E 
Gender: 
Religion: و‎ E : 
Marital Status: ........................., number of children, male, female 
Educational Status: ....... 
Complete Address 
Contact Number: .................... 
Presented ondate) ..................-- In OPD/ER A a TOfI 
ES e — us 
2.PRESENTING COMPLAINT 
REAR HDI من ےک رہ ےآۓ؟ یئن فی‎ eri 
E tf OSS کواور کی‎ TALE اں‎ 
072 12D اس سے لا پ ب کل‎ 


بی منلہ 45 Spt‏ 


Write down in chronological order e.g. 
Fever - 3months 
Pain Abdomen - 2 Months ; 


REN 


3. HISTORY OF PRESENTING ILLNESS 
e Ask risk factors/past history specially if relevant here, Describe ONLY if rel 
else tell in Past History Evan 


DM, HTN, IHD, TB, ASTHMA, HEPATITIS B, C (SU e, من‎ cis ), EPILEPgy 
(Lf) 


* Make ONE paragraph for each presenting complaint 
* For each PC, describe all particulars as follows 


SDO-ICRT-PARA 
| Site A 


piss 
ات کچ کے درد ل عل ج‎ 


Mnemonic 


Sudden / Gradual 
What was patient doing at time of onset? 


Intensity Mild: patient ignores it 


Moderate: can't ignore BUT does not interfere 
with daily activities 

Severe: interferes with daily activities 

V. Severe: markedly interferes with daily activities 


Character / Pattern 
for fever 


090 


ME‏ جج 
سج 2 


Factors‏ ا 


[R Î Relieving Factors 


Associated 
Symptoms 


Other mnemonics are SOGRATES, ODPARA 


Intermittent / continuous, Colicky, burning, 
stabbing, dull ۰ 


Special timing? Circadian variation? 
with meal? 
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| History Taking in Internal Medicine 
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4. PAST HISTORY (PH) و ری‎ 


- x 
BEF ضز کہ نیس اور علاع میں م ر‎ T 

vs UU E I Ute Ur ت کے رے ہیں‎ af f 

t 2 
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Any H/O of similar ints i 
complaints in past? if Yes, what treatment was taken. for how 


, HEPATITS B/C, EPILEPSY 
رر‎ Symptoms as diagnosis, treatment compliance, control 


* Any History of admission in Hospital? 
e Any H/O days off work due to disease? 
* Any H/O blood transfusions? Indications? Complications? 


Past Surgical History: 


.* Any H/O of surgery in past? Diagnosis? complications? Bleeding stopped easily? 
* Cataract surgery? E 
* Any surgery dong in local ànesthesia? 


Childhood History: 
* Normal birth? Any diseases in childhood? 
Vaccination History: 
* EPI Scheduletomplete? Hepatitis B? BCG Scar? 
MENSTRUAL HISTORY 
* Date of last Menstrual period (LMP) i.e. 1* day of last menstruation 


* Age of menarche 


* Are periods regular? 1 
Duration? describe e.g. 3 (duration of flow) /28(cycle length) 


` 


* Amount of blood loss 
* Intermenstrual bleeding y 
Has menopause occurred? At what Age? 


Pregnancies: 
» Record Gravida (no. of pregnancies) & 


* Para (no. of birth of babies beyond 20 weeks of gestations) 


j | 
ا‎ 
و8‎ ity 

* Mode of delivery "e 


e Any complications .. blood loss (Sheehan), HTN, DM, Eclampsia 


Breasts: Lumps, discharge, bleeding 


f istory Taking in Internal Medicine 


| 5. DRUG & TREATMENT HISTORY | 
1, Are you taking any Medicines for current problem? * - 


| ^ 
| E 


9. 
uto 


, Do you use any inhalers? 
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D 


Ate you taking any other Medicines at t 


Are you taking any medicine Without" 
Pain killers? ^ ۰ ۰ 


He moment, other than this disease? 
prescripfión by doctor? Any multivitamins? 


. Any special diet for treatment? Supplement or restriction? 


A 


| Any courses of physiotherapy for treatment? 


Do yo use OCPs? (in females of child bearing age) 
7 v . s 
Do you use homeopathic, Hakeem medications or natural remedies? 
Are you allergic to any médicine? If yes, what EXACTLY was allergic reaction? 
Any H/O Procedllres e.g. radiotherapy, endoscopy etc, 


If taking any medicine, Ask 


Namg 


Dosage 


For how long? 

Indication 

Adverse Effects 

Compliance 2 
Monitoring 

Control 


6.FAMILY HISTORY 
e Anyone in family has similar complaints (as PC of this patient)? 


Tae پ کے ا‎ The رای ارک‎ 
Any H/O DM, HTN, premature IHD, ASTHMA, TB, HEPATITIS B/C, EPILEpsy 
specially in first degree relatives e.g. parents, siblings & children 


* Any H/O malignancy in family specially breast 7 colon 


* Draw family tree if needed 
* Notes if the patient of any other affected member is adopted 
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Weight gain or loss 
Intentional or unintentional 


2. HEENT (He 
ad, Eye 
Hair loss, texture اس‎ 
Vision? 
Redness? 


Ear Discharge 
Smell 


Difficulty in breathing / obstruction 
Swelling in neck, moves with 
deglutition 


Syncope: At Test, at activity 


ngina 
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[p — Paiptations — — — — 
[p — |Pedaredema — — — — — 
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4. RESPIRATORY.SYSTEM F.SC Home Work Problem 


leuritic chest pain y RIY 
^5. GASTROINTESTINAL'SYSTEM USAID-BJP 
Ulcers, Mouth, rectal 


Swallowing: Difficulty, pain, 
regurgitation 


istension, 


Bowels: diarrhea, Constipation — 
. Blood in stool : 


6. GENITOURINARY SYSTEM BV Lost Pakistani FUND 


Blood in urine , ۱ 


Erectile dysfunction 
| Testicular Size, Swelling: 
| 7. NERVOUS SYSTEM 


Prostatism 
Stream) 


Urethral discharge, 


(hesitancy, poor 


N 
General Headache 
Neck stiffness 
Weakness of any part of body 


Numbne&s7 paresthesia 
Frontal Memory 


EL 


Ne 


EE | Visual hallucinations 
Cerebellum 


SP 22 Ma ne A 
Post. Column. 


|Midbram — Diplopia, ptosis 
[Pons =| Facial weakness 


al regurgitati fe nL Ses) - 
Change in voice, nasal regurgitation (OPI سے‎ nz ue) 


Sphincters .... Incontinence m 


Postural dizziness 


8. HEMATOLOGY BB-LAD 
Bruising ; ane 
— M LEE — 


9. MUSCULOSKELETAL SYSTEM, CTD, Vasculitis JR-PEMRa 
ہوتا؟‎ IMM ماک میں درد‎ UA nied 
کو ملہ ؟‎ ine sI iag اور وائش دو مک‎ ter, fag 
CTD/SIE - رف ال۶‎ wet SES ںکی صورت میس او ہیں‎ TU می بچھانے ؟‎ 
| لہ ؟‎ ne MÀ IS میں ورو یچچ‎ p 
VOLENT Ej bie fcu mw 
خون؟‎ Zu £P tiu; 


۷۵۳۵ 


10. DERMATOLOGY BRIC, 


| ڪڪ‎ 
: | Color change 
1 11. ENDOCRINOLOGY 
Thyroid Heat/cold intolerance, altered bowel habits, sweating. ues 
PTH” Polyuria, Bone pain, fractures 
سس‎ Folydipsia, polyuria, polyphagia, hypoglycemia 
(NET ^ | Diarrhea, flushing, wheezing 
| Adrenal Color change, postural dizziness, weight gain, hirsutism, purple striae 
Lc mee Se ا‎ Sexual characters, menstrual Hx, TER DI 


Sleep, UT deficit CUT 
deficit, Appetite loss, Suicid. 


CRX 
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Educational & Upbringing: 
Behavior problem? 
Schooling? how much educated? 
Addiction: 

Smoker: pack years 


TZ کپ ہے ؟ ایک دن یں‎ UE Pte be ELE i 


Drugs: chars, heroin, IV Drug (needle sharing, injected where?) 
Travelling: out of city & abroad 


Why? Accommodation, water, eating, activities, sexual contact 


iv. Sexual History (if appropriate) 5P's 
[P Partners | Married, how many ... illicit, how many, sex worker or amateur 
|P Practices Vaginal, oral, anal ... satisfied, erectile dysfunction 


Vi. 


Protection Condom? Any other methods? 
Pregnancy Want to be pregnant / infertility OR Avoid pregnancy / Use OCP 
Past Hx Past Hx of STDs 


Diet & Exercise 
Diet: any special 
times per day? Do you use veg 
Exercise: What? duration? regular? 
Hobbies & Leisure Activities 


restriction or supplementation , do you eat too much ? how many 
etables or foods? 


^ 346 Wisdom se 
9. SOCIAL HISTORY O-FAHR 


i. Occupation: WHACS 
WHACS. What, How, Concern, Colleagues, satisfied? 
Current occupation, .... (What) 
e what is exact job of patient in that occupation? .... (How) 
e Any other occupation before current one in lifespan? 
e Are you concerned about any exposure or experience at workplace? 
e Are your colleagues healthy, any similar complaint in colleagues? 
e Are you satisfied with your job? 
e |f unemployed, duration & reason? Is it due to parent disease? 
ii. Finance: 
e How much you earn per SUD Or per day if daily worker? 
e How many dependents? 
e Is it enough to make both ends meet? tetera 
e Any other family member contributes? 
iii, House & Surroundings: 
e Own or rental? Area? sunlight exposure? 
e How many persons live in it? ` 
e Howis water supply? it boiled? Use of bottled water? 
e How is sewerage drainage? 
e Any mosquitos around? 
iv. Any pets, animals, cooking & milk: 
e Exposure to pets, animals, birds? 
.* ls milk boiled before use? 
v. Relationships & Domestic: | 
e Relationship with 
e Partner's health, o 
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e What Investigations a 
indoor? S 


- 11. Functional Status: 
Ability to move, clothe, feed himself and maintain personal hygiene 


DS 


Teu سے سب‎ i£ thei 
Reflect back summaryt (esti L713 
x Vote 0 14 
Sung prd tre سدال‎ dfi. fir. 15 
Examination 


Investigations 
I would like to request a SET of investigations regarding 
1. Diagnosis 


2. Complications ; i . 
3. And to have baseline assessment prior to starting some specific medications 


1 
| 
| 
| 
| 
| 
| 
| 
| 
| 


FEVER - History Taking 


[s 
| Duration یں یس‎ 
| Onset Sudden, gradual 
| intensity > 101 °F = Height grade, documented? At which site Axilla? 9 ۰ 
| Character / Pattern 
Intermittent High spike and rapid difervescene ... tuberculosis. lymphoma, most 
f pyogenic infections ات‎ 
| Remittent fluctuating peaks and a baseline that does not return to normal: 
fluctuations > 1°F 
they can appear to be intermittent if antipyretic agents are administer. | 
| €.g. endocarditis, sarcoid, lymphoma, and atrial myxoma... Never say i 
Continuous fevers persist with little or no fluctuation 


fluctuations <1 °F 
| but can appear to be intermittent if antipyretic agents are administereg 


| e.g. typhoid, drug fever 
Relapsing fevers with periods during which patients are afebrile for one or more 


days between febrile episodes may be seen with malaria, lymphoma 
Relapsing fever with bouts of fever lasting 3-10 days ... e.g. lymphoma 


Pel-Ebstein 


kver‏ نٹ es‏ ہہہمہ 


——————— 3 


۸ ۱1٥۰۱۱۷۷۷۰۸۱ leve 


^ | 
: AN یں‎ leve 
ev 


A 
Aaf 
Al v. 
س7‎ b 


Any predictable time 
How it affects patient life? Inability to sleep, excessive vomiting, bed ridden, unable to 


take orally) 


Connective Tissue, Rheumatic & Vasculitic Profile 


ital 
Patchy hair loss, altered sensorium, seizures, redness or grittiness of eyes, deoa 
ulcers, photosensitivity, rash, neck welling, heat or cold intolerance (thyroid), palpi 


À " n 
(Libbman sack's endocarditis), chest pain, shortness of breath, abdominal 8" 


3 0 
(serositis). periorbital » hematuria, frothy urine, diffuse tightening of skin P 


pains with morning stiffness, any changes in colour of fingers on exposures to co 
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History Taking 
by í 
| کر صظ‎ ; 
| Fetis 
3 لوت‎ E ^ 
رو٣ جناں +پتال لا‎ 


مر کی LE‏ لیے ربا سے د الات 


(Joint Pains)» Ut Usi 
آپ ک ےگ نکن جوڑول می دردے ؟‎ e 
ce کون کرت 0کک‎ e 
te Pett, o 
ے؟‎ dnos foe 


fuz esf کک ہیں ؟ لا‎ eriz o 


تت کت ا کل bn‏ :اگ رض ہو ے ہیں oe‏ 


MM Ly 


" 4 


Wisa 

- OM Sor, 
5 " > ) E 
xoxo ^ut Rol led US او‎ enl t um و‎ 


(Ple EX YA‏ کے کا وں .یں ر نس 


-Ée 727929 2772 دوس‎ ATE nee tui 

turf ورن م‎ uut تا؟ کا وٹ او‎ nu Tu eu, 

^ جوڑو ںکو کت د نے پر آدازریں STP I‏ 

Le? .‏ کے دا و یں ست dun Lut‏ پا بکیا تہ ہے چھانے Juni‏ 

u? ERE 1. Sy 5 

nO مول ٢و چ رے پر روپ‎ n Su Gunz Stud 

tub ۰‏ چیھ ر اب ted AUT‏ ین کا ب درد خن با پپ 9 PIA Lf dtu‏ 
lis‏ ا زدواگیٰ tud san‏ 


Ka tue °‏ حا یا جوڑوں کے درد کے سا تجح گر رے میس پھر eae‏ ہیں۔ یا آ پکوچوڑوں 
ےار کشو ں کا ار د INS te‏ 

Lanse e‏ لی زواکیا نے ر سے ہیں ۹کو ایک دوا ہیں استعا لک کے نس کے بعد ہے درد شر و موا 
on‏ دو fen Eon toe‏ تزا ہت uU‏ ا بک یس بدا 


o‏ یں ہکھیلوں میس حصہ لیے یں۔ 
"nur utu o‏ 
TRE‏ من کو لے QUT CODY‏ 


enu EAS Sites e 
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(Backache); 5 
ہف‎ 2 ۴ z fee Ut e. 
i 79 K y wt Í (i > : 1 ون تو‎ 4 2 
| e PIO On ردج ے‎ n 8 ٦ 
: n 
areny Mee f Ungu Wr edel سے وای دبا‎ te nf ie = 
TI Sede ti tutte Mette e 
e ties A3 US eu کہ در دا‎ n ur آپ نے‎ eg محرکات ہیں‎ au A ° 
brut 3 لے زور کے سے دروک شرت مس اضافہ‎ Lote A 
am CREE نے سی‎ d oie: oe 
Sue x ھک ججانے سے ادا م کہ نے سے ایک دوا ہوں جن سے درد‎ 


Alarm symptoms ® 
ے بے نہیں آتے؟‎ bee کے‎ e 
USE E 


352 میا‎ Wisdom Son, 
m Sete, 


Spondyloarthero pathies ankylosineg Spondylitis Enteropathee * 

"Leu AC UL ALS , 

U ی0 و‎ pL yer 

, ہکھھوں می FIL‏ خاش تو Gr‏ 

DIT TIPP ا‎ M 

م TAE‏ ے؟ 

Multiple Myeloma Hypercalcemia 

. چون پاب ہار STP TA‏ 

SF Fate می‎ ۰ 

Sat جس درد ہو‎ Utd ede n UT Te خنورگ یک‎ « 

Past MedicalHistory e 

engis tau a e edi ۰ 

edt COTTE : 

٭ کرم چون تی ںکی؟ 
کر ہیں؟ 
eLuf steroids‏ 
Le ouo‏ 


(F ever), 


ایک دم ے ؟ UE T en‏ 


highgrade fever >102°R_ مد‎ M 


۲ pud. ہے ؟ ایک دن میں‎ tal Ee tV کم بھی ہو‎ U ے یاد میا‎ GU Patten 


(Quotidian fever) 

(Quarten fever) atx J ye goss Tertian fevernt ایک ون چو ڑکر ہو‎ 

(Pel. Ebstein fever) stie لیے لیک ہو‎ pa s Aunt nk آبٹھ ارس دن لگا تر‎ 
6c as eae 

UAT [2779 dey BLM‏ می روشناں * "n" Ur.‏ 2 و 
(Otitis) tT Uf T Sue J‏ 

(Sinusitis) dut ios eg 

گل میس درد تو (Sorethroat) Gus‏ 


Wisdom Series 
teu LU LE o 
PISA نی‎ T پاب میس کان خوں یا پیپ‎ LES teu پر درو و‎ b رم کر ووں والی‎ e 
راد‎ 
۱ Leg Wut uni پڑت‎ GW nut T ساتھ جو ڑول میں ورو یا سو‎ Lik ° 
esu ri ھوں میں رگڑ‎ Tong Puni utu Jdt-Ux 
مرا جاتا ہو ہد لگا‎ a ETE up TE nde aft نہیں کل‎ Tal n Ut Ta» "E 
نخان پڑ‎ rE Hes of نون آناہ وہ پر لال لال‎ LU جال ہو کے‎ oz رط‎ 
۱ Sune — 
ںگی ءکییک لک خی ری سکام نی سکیا۔‎ IML o 
S PUT علابات‎ swt یں استعا لکی جس‎ Ibias d'ut?Chemo e 
پک آپ کے خاندان می لک نک یک ایت ؟‎ e 
bed BFL LS e WIS BIS" jo MUM س‎ e پ نے لک‎ Te 
9 nda Se NE ursi LE 
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4 


(Diabetes Mellitus)“ 


در Pee‏ رد بو ی ی؟ 
E‏ کش رر OF‏ مرک نی وکت WELL es P‏ 
WU. e‏ کے بعد dc‏ ے؟ 

Ke 2h .‏ ہوتی PY. COASHTHDA ICS‏ ؟ 

tae d dod rf ul‏ شر رول ج ؟ 
ea IUS T Lustin o‏ | 
MU Tbe rfe e‏ 


2 زیادہبڑھ‎ cxt ا‎ WPT ش رو کی‎ EET Ry. e 
e "A Ut 7 اس‎ 


fuz انول ناون یلک‎ o 
0 uL EA Eee ان عو‎ ‘a 
tete Js وکا‎ f 
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nien نے پر یار کے پر ھی‎ Fe ہو؟ ج‎ oU Toa 


PERLE . 
Microvascular Complication, 

Neuropathy 

ات ماب IS‏ نہیں ہوتے۔ tu‏ ت ےکا eg -etb s‏ جات جو تر but‏ نے 
d‏ .= کل -etb‏ 
"UB oU Leal e bats yr Smet lene z i‏ 
کھیرے ہونے پر Lu T‏ آ کے اند راتو elu‏ 

تی نہیں رہتی۔ ILE‏ := 


Nephropathy 
جانا۔ یجاب مل‎ EI پاب کنل‎ CIS potted of su پناک مق ارک‎ 


PISA 
Retinopathy 
bP Idd 2 i ; می مدان‎ utu ie uus sË 
Silex AA 
E رو یں‎ 
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Thiazides, Steroids Se یہ‎ ily 


Social History 


uL nse use Sf 927.522 Senet a 


Shortness of Breath 
OVA ot AW incl eiut ما سب سے اب‎ 
اب بے ؟‎ ABER ہو اہے‎ e reind ساس جب سے‎ 


ab ere‏ تے۔ا UT‏ لے پر سا خر اب ہو جا تاہے۔ اذا uL.‏ مہ 
fut Jue Aus‏ 


مات کیا لی ت ef‏ سے میں میں ت یں EF‏ موس مکی تب بی کے سات ساس خر اب ق tenu‏ 
ores‏ موی سے پا ادون کے Dut uve Ld‏ 


tue c‏ ےک کف ے۔ اتر 
ney 00٦ vuis m pas 7 "‏ 


358 Wi 


TOO Brigg 
eeu WARIS ے‎ nde nut Tau b nut Irn tec 
Ane Uf Tuv 


مان سکی خر الی سے را uus deut T BS‏ سوہ تو Mut‏ 

-- Crt انگ کا آپر کک ہوا اوک ایک اتک‎ or Prin. d eri nul Aye 
مل ادویات استعا ل کی ہوں اور ایک ٹانگ کے سو نے کے ساتھ‎ Do A شون‎ ut Lp 
` PE, Pneumothorax-f نیس‎ Jeg te ساٹ خر اب ہوگیاہو۔‎ nnno ut P 


CKD-GI PIS پاب پہ‎ nu مق د ار وک‎ SA e CLAU 
Hepatopulmonory -e Uf شکایت و‎ Sul ze rU Tuas nt I ut 
Syndrome 
Dito 12 ILM ہے۔ مد یس‎ Sisko Sn ما سکی خر ای کے ساتھ جوڑوں ٹس‎ 
Autoimmune Jer se MUST 
Aneathia-c Uf Js e خو نک یک یکی‎ 
Myasthenia. dy ہے۔ جو شام کے دقت بڑھ‎ Ut Iss kuk ٭‎ 

Hyperthyroidism’ Siu? I tur en US To س سو‎ TE 
۹ 708 vating Factors 

rsy g dr 
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Mo 
— 


Relieving r 
Metu ee LA nur, و‎ 


(Sat ےک‎ "y Hemiplepia 


p/ D Ischemic CVA, Hemorrhagic CVA, Brain abscess, SOL, SAH, TIA, 


“vvii 


9 CVT 
teen seins ELINE « 
EL. HI LAI Ge ne odi te reda e 

enfe RE‏ سے کت نی دے پارے ؟ 

» کزوری جم کے جس صے سے شر و ہوک دی کک OK Lei lene‏ 

nay 77757‏ سو 

ed‏ ہدک ے؟ با ی طر نک یکوری فی میں او rhni‏ لیک ہ وگئی ہو۔ 
Lay °‏ اھ may‏ وین ہے ؟ 
ip o£‏ اس پک کسی روررار te, Bue‏ 
uta i |‏ ان شس 


CU 
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Etiology / why is lesion 

PIERS لک رھ‎ mo LR de ولیٹرول ز ید یں ے۔‎ 
Mu LUE SV LET خون ین کی‎ te وکام کی ہے۔‎ Bt ds 
Vascular Gh, Ur. اوویات لو‎ ud GE ےت‎ Jb 

une out p ری‎ fd II کر ون‎ T 
TBM- 75 

ret Ont 0" 


SOL. «t s s 
re و۰‎ ۶۶٦٣ 


SDH. fu ری چٹ تو‎ PR 
uL ٦ 
Mur Tonk IIL LN Wee? o8 نہیں‎ Avg 


IEN uf. گر‎ Spee e 22 utet rd و‎ Tad Seay 


MEL "tet 


2 eres por. Taking in Internal Medicine 


GA ٹاگو ںک‎ us) : 


Paraplegia 


یں اگیں اک ror‏ یا ہ ےآ زورک 1 *Sion vá‏ 


م Apu‏ بط Peor nahr nnne, MIF ke‏ نظ زور UP enn‏ 
بن یی آئی ہو باون میس دشواری Ue‏ 

MM EIE ate e . 
وو ارک ہوثی ے؟‎ te ہیں ڈور‎ yi 


. کوٹ Wit ufu‏ رض رر eu‏ 
0ؤ 0 BS Pau‏ ضس مکہاں کک معن PL Este‏ » 


Feu IUE a. ؟ پاب‎ f 
٦) 7 e. 
یئدہ ا ؟‎ le 


Or nor یآ اور پر یں‎ heini tad Si nut. 3 Jut Al . 
ef ose کزوری صرف ٹاگوں میں‎ e 

e 
, نہیں ہورہی؟‎ jz v یں بورد لک دعر‎ Jeu . 


Sets یآ‎ 1007 


ls | 
362 edo Ser, 
v dut Ado کے ڈ بے‎ ftu sU tane duis, ۾‎ 
tbe SPs یکو یکو کے‎ ts d sSteroidse LU Tw M نی کا‎ Lu ur 
ںکیا؟‎ ortu ungs 


ln inge e‏ و لک دع کن تی یا ےت حب تو نہیں ہو لی ؟ 
hond ron La sul ۰‏ اب ہو اہو Vaho Vaccination‏ 
(G.Bs‏ 


Functional Status 


۰ ہار سے ے SL edt e ta A‏ ہیں ؟ روز مرو ےکا ملو نک Set‏ 
کپ ےکون î‏ یی لک (Complications e FIs‏ 


Uer انگ‎ dte E. 

LU E D toser Iei . 
Jade d A می کو‎ (Malignancy) Ju ت‎ sis Put IU tr 
St IGS نہیں ری‎ 
Polgmysitis / Dermatomyositis 

d ۰‏ ارت Lus iui‏ جوڑوں اود آ oe Pu Xu. Luss‏ لیے ہیں۔ 

tga ار‎ d لیت ہیں‎ te dut. za 
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p (Cough) & 
| ‘ee Us ٠ 
f : PNPA . 


3 جب ےکی نی شر دہ و شرت مکی ہوک Rae boe‏ ہے ؟ دن م کا jeté‏ | - 
ے یارات fU‏ 
« کی لی ےی س ت Itatus "ed Pu‏ 
PIR ILP ALe 0770‏ 
suhih reidai‏ ا کا | ٠‏ 
(yellow‏ . 


Green Pseudomonas, Brick red Klebecila 
Get en LSS t o e 
Relieving Factors _ 


te defin h tive LA کل ال نف .یرپ‎ e 


HMI آرازیں‎ Suk سے‎ md 


« را تک وت ہو ئے یاسید حا لیے enje idni Tu ee‏ 
م کیان ےکی کے ای یں آہان۔ 
IES‏ کے ساتھ Tout an bou PA‏ نیس ہو لوزن inh P‏ 
re a e‏ سے یا افدروں کے Ed M‏ نہیں ہے کا مکار ے 


Anaemia 


خی مکی رت میس UP Lg‏ م کزو ری ت Úrs‏ 

es تی مد تی ہد۔‎ md ع پر دل‎ seth esi گے‎ Tuk TLTUE gini 
SoU Pirie Stilt ee. Lente در مون ہو لے پرسا اس پھول‎ 
ا‎ Lb LK nt ابیت یاد دد‎ Zl Ute wren خو نک الآ‎ 
Pitted tet ec S بد ای‎ nt u Poi V s ntf 
پر لال لال نان ت نیس پڑتے۔‎ -i 

uu in E Inu وژن بہت زیاد ہکم فو‎ n UE Tk 


nemolytic Anaemias) 


پا بکی M ur‏ یں برل - 
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۰ دددھ وی استعا ل کے‎ tl ہیں ۔گوشت استعا ل کر‎ init Pia 
í BENIN کا‎ P 
ATA ATATA کر تفل رو ا سے سپ سکوی یم کی ددا‎ 
: 4f ud دیس یں‎ 
5 edu LAE ق نہیں گے ۔گند مکی رد یکھانے سے‎ au 
AUI Ar 
"rut 342 Suir ees iN بھی خون نی‎ 
Chest Pain 
oe te 
ede dozd ette ftv 
Ur سے شید در مایا‎ d to 


۱ ے؟‎ Pede tet lus تا دید سے درد ؟ رتت کے‎ 
Aggravating -e dest Aili ote Ri Rf Bes SA 
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نے می درد کے eu Lu CPL‏ 
Te Ute‏ ہولی۔ مح سے کے سیر پ سے کن اور درد بہت GERD Oe‏ 
LOLS I RSEN te‏ موی از ہیں کول او رآ پر QUIA SUP PATE,‏ 
Haemeptysis‏ 
grin e PE «‏ سے خون نو AI‏ 
o‏ کے uf Tf zv‏ ہے ۔ خو نس رت کک تھا۔ لال usur n‏ باخون کے سے 
Jin‏ 2 ہے 
کی دیر کے لے خن آیا۔ خو نکی abt i Lue P Fw‏ 
کے ہوا ؟خودکفود بنلد ہوا کو دوالی یاب te Vil E‏ 
Utero”‏ سے و خون Bronchiectasis , Lung Abcess.-tTUf‏ 
o‏ کے اتم —3((Bleed from Cavity / Bronchiectasis)e- tT Sd‏ 
(Bronchlogenie CA-e- Usu e nb Iiic‏ 
ون کے ساتھ دودار (Lung Abcess)-tT ut jp‏ 


97:1 anu Tk v 
i /7ELby abcess) 


H 
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ھی سورس‎ RO) TW? 


-— (SLE, WAGNER S, MPA, GP) Ups CU nd yyw jy, 
m fF. LIU Jui Mu رو‎ ° 
حون پا ہن ےکا شکایت فقو ہے۔‎ euii 


Latte) ec nl رو رسیم :را گر‎ 7 
می سی‎ 7 
i nV Pn 


SAIS eu ISS Se off‏ ت ہس 
d‏ | 
Neck Lump‏ 
ee ret ©‏ آپ ےک ب لر کد 
میک مک نے بای ہیں۔ا ن٢‏ اھ ہے :جب سے آپ نے لد کیا Sle‏ سے ؟ 


ر 6 ہر 
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وں یا گوں کی ایک سائیڈ MAILE SIS‏ 

TUE رشان تو‎ P گوں پر‎ dat AIL LAT gu HIS fos 
fe یکو ٹیل کی‎ tense آ پکو پل پل 7 نہیں رہی۔‎ 

Joon ںکی صورت میں‎ Jur I Pie ge UT T2 ہن میں ھا‎ 
l (SLE).uf* 

Brucellosis) 22 î sg it A uz a 

II Fe Bu Sie VS e Gong نی ںکرے۔‎ Sk L 


Dysphagia 
teu میں مک‎ Uu بح‎ ta سے پا‎ ry کیان گن میس متلہ‎ 


جب ے گے میس ستل ipe eee ias‏ ہے اکم UAE ed ten‏ یش یں یا 
گر Feet 1 SH BBR i ue‏ سے Se‏ کے سات ete.‏ 


1 
کہ کن میس Metre‏ کن ٹل ا صرف مخت خذ Af e deu‏ 
duae‏ کے بک Ge‏ 


ip duc" Abadi tui 
(M Ayasthenia Myopathy) 


L اہ‎ — cnn 
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UR Dr td‏ چو وو رھد تہ 


"reote kr foie Bagi ہے نہیں‎ ul E. £ 
(Achalasia) dete rt PP P ا ٹیب جس یں‎ 


(Sjogren Syndrome)U XQ es یں‎ T nt ess 


Ib Iri nu Ae Leni A, 
0 J Scleroderma). "Undc یس بچھاکے‎ n nag o inu? 


ind 137 99777499 7 کے گر دی‎ o T nt UL A P uta. a 


(Polymosits/ Dermatomyositis) 
. (Mitral Stenosis) uf. IL Ju نہیں ے۔ و‎ TEAM رل کے‎ 


: د لک Sp‏ ات ھک Jer pee Mame‏ 
تح کا کر نا چو CVA- nV‏ 


E کی دذا8 0 ۔کوگ زان کے‎ wesa 7ھ‎ h^ oy 
(Bi sphasphonats) Js 4. ورک کے‎ A 01 l rau Us i 


370 Wisdom Serie, 
—————— M— ———À" —— = 


© Oesophageal, CA, Achalsia, Strictrus, Sederoderma, Mysthomig 
Polymysitis / dermatmystigs, Corosives, 


> Solids, CA Strictures 


> Liquids Neurological 
> BothKChlasia) Liquids & solids. 


Chronic Diarrhea 
-tti dr sd موی کب سے‎ ۰ 
(Small Gut Diarrhea)-e- tf do Lita بہت بی‎ P 
(Large Gut Diarrhea)-ut2- f A Aue تموڑکی متقد ار‎ SP 
edet ani e Rut MI e dos Piet موش کس طر ے ہیں۔ پا والے‎ e 
فرے رت مہ‎ 
(Osmotic Diarrhea) -ut2- enit نے سے مو‎ tutu 
(Secretory Diarrhea) C Ayig? rene o». eL Wi. 
:Coeliac Diases, Lactose abr ISK Uy reli mmm ۰ 
— -(Intolerance 


| yiL Lif ría 
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story Taking es 


abl اک‎ eet oU پیٹ‎ a le rus. (Mucus) uo n» ! 
IBD CTanesmus)- sttT2 6L e T: ooo بر کے ہو‎ 


«(Zollinger Ellesen Syndrome). EVER Salo مرش کے ما مم ے میس‎ 
KA Ut Ch. Pancreatitis)- xe Ue Ag کے میں وردر اہو جو‎ Sigil 
(Hepatobilliary System -uné nyut Tav. سردد‎ s nt 


disease) 


o oF de (Bacterial Overgrowth) Ut Sine We, Trop 
(Seclrodemi)- Us png she P Ut e M اکا ہو رد میں‎ 


(Extra intestinal IRE LU دال ہہ پہ‎ Ut notos tour 
symptoms) 


S ۰‏ طورشم ssh‏ 
Deir e‏ سے پیل لی fere unde‏ جا نکی دوائیں استھا کی ہو PU d‏ 


ہوا ea‏ لکررے ہوں۔ 


زان کم 34k anu‏ سس du‏ اکی کات ری و۔ 
ہیں دم ecb Se‏ 


EN e 


E 


tn Sete 
. (Carcinoid Syndrome). xt ما ہو یا رولال ہو‎ nw ut e 


* 

n مد اندد سےکالای‎ I ner Ar Soe Shale seal DOR. 
CAddison's Disease) 

Pc e‏ کیاہو۔ P‏ ےگواتے Gia Une‏ تعلقات ہوں۔ مم نشان 
CUP ef e nz ouk‏ کر وایاہو۔(111۷) í‏ 


(Risk factor CA Colon)-utż a e 

(Risk factor for Ch. Pancreatitis) خراب‎ e 

Ld نہیں‎ P eM رک ںکسی او کو‎ SI Rete ٠ 
Complication Deficey of vitamins (ADEK) BI2, Folate Deficiency 

M nof IA را کو نظ‎ e 

SG sed IS A ar e 

-nannuh * 

NU ae موڑعوں ےا‎ © 


f 7 ze ze‏ راہ ہوں۔ tes‏ یں اورا 
(Ghossitis)‏ 


Intolerance 
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4- Medications PPI NSAIDS — ARB — Metfrmin 
5- Malabsorption whipple Disease, Coeliac 


6- Infections, Tap Water Use etc. 
Bleeding Gums/ Petechae 
VP Hg) سے پاجھاہواخون ہو اسچ۔‎ En) ec UNS ee Sys 
کے لیے آتاہے۔ کے رکاج خود‎ od خون جب عا چ‎ Mine tu LIT 
1 ے۔‎ bx ود لوی دوالیی‎ 
Coeur IP POLE Ld سے تو‎ te ute Uri" 
TU Folios آل ہو اہو ار یش‎ ao ntf مض‎ 
Lt IEA LE LLL, مم ہلال لال‎ 
CAnaemia)-ÜX£ 2 3u v GU Jes LOU; سا یش بغار‎ 


Lbiriz nbn Sb نیرت تھا۔یاجھڑوںل مم‎ IL Conpgse گن سے زخھوں‎ 
Haemophilia WB Disease ۶ Z ا طر تون نہ‎ ma fond ں‎ UIS - Urt 


bL Kor‏ کول روا 


bh. = 
Ma 
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01 NIA پر عو میں‎ ge tS fuk إل‎ SIL te 
-Autoimmune 
US tb ہے۔ میں‎ BI کر بر تا ن کا مسنلہ‎ 
CLD-Ux2- e لے‎ h re 
اا‎ pr nso م‎ ELERI ANILA a 


B.C. HIV, Dengue 


POP پاب کی مد‎ oT جاک‎ ete nudi tute der 
(Uremia CKD) 


(DIC Sepsis) s vi پیٹ‎ oot aa 
-I uf FAbortionsrt6L— k 
-Uxc ULI یع مکی‎ -gèl میس‎ 0 
Leptospirosis-Ux2 اکا‎ Se و ںکی‎ P ریس جانورر کے ہوں‎ 
Vomiting 
1d f 7 AJ Uto» اب سے ہے ؟‎ TL 


eet ded uni ٭‎ 
لہپ‎ 


E | 
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achalasia/ zenker's Petroni Ae ie ٦٣ 
T ٠۰ 
(Diverticulum 
Rules out Gasteric outlet obstruction برل‎ A. rte Jaf pr : 
| ( 


(Varices, Ulcer, Malignancy, Mallory weize) Tue. الیش نون‎ o 
(Intestinal obstruction) sr lly! ae o 

(APD/ Dyspepsia)! îy عین اور جزامت ا‎ lew o 

۰ ہن میں پھر یں ,ہیں یں Lb‏ مات دای طرف درد (Biliary colic)fU£‏ 
QE 7 IPL e‏ 


ہواغارجہوریٴزے؟ ت و ur‏ ےنم می ںکلٹاں تو 22d 34 ut oun‏ 97 درد 
Ud ond ۱‏ شکایت رای ہو ) TB, Malignansy, IBD, Causing, Intestinal‏ 
(Obstruction‏ 


— 


DM, نآ تی و لٹ کے اھ(‎ e quu DE مہ‎ n Ao ae LED . 


(Parancoplastic Pset 


v aur uy utg rus iy Ne وتک زور‎ C aout Tout, ° 
(SOL Braine oi پر یش‎ e n 


ie St Shh t oin Sp‏ لین کاو LJE‏ پیا بک مد ا رکم نیس 
SK Jf‏ دو uf 3 41e‏ سے DKAluremia N‏ 


Most common Endocrine cause of vomiting Yeu IF eol td 


(Hyperemesis Grav 

(NSAIDS, Abx) e Jie 

` tnu و‎ ORNI 21 
(Staph & Bacilus cerus Enteritis) ںکھا یا‎ il 


Acute Viral Hepatitis! Te FINITI Pd 07 ۱ 


(vertigo, Labrynthitis Cerebellar Stroke)$ 2 f is 
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